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Abstract 

Futures of Forgetting: Alzheimer’s Disease and the Lively Politics of Anticipation 

by 

Jennifer Mei Lum 

Doctor of Philosophy in Rhetoric 

and the Designated Emphasis 

in 

  Women, Gender, and Sexuality 

University of California, Berkeley 

Professors Michael Wintroub and Lawrence Cohen, Co-chairs 

 This dissertation explores how Alzheimer’s disease (AD) has been imagined at the 
turn of the 21st century in American culture. It asks, more specifically, how AD has become 
an object of forward-looking thinking, feeling, acting, and organizing within narratives told 
by different kinds of people, including scientists, pharmaceutical drug marketers, 
policymakers, writers of popular fiction, and disease activists. I take as a point of departure 
the concept of a ‘health politics of anguish’, which scholars in the social sciences and 
humanities have deployed in critiquing the social construction of Alzheimer’s disease as an 
experience of devastation and loss. These arguments have pointed out the mobilization of 
such affect by myriad stakeholders in the disease, including scientific researchers seeking to 
build careers, pharmaceutical companies and the (anti)aging industry at large seeking 
financial profit, and grassroots coalitions of private citizens channeling their own grief over 
Alzheimer’s to convince researchers and policymakers of the imperative of developing a 
drug-based cure.  

 In my analysis, however, I take a different approach, by revisiting the assumption that 
‘anguish’ has been the most significant and strategically effective kind of affect to be shored 
up in relation to Alzheimer’s to begin with. Instead, I engage with other kinds of feelings and 
expressions about AD that seem to be overflowing within scientific narratives and 
mainstream media in the early 2000s, such as excitement, promise, and love, and that 
resonate with the concept of ‘regimes of anticipation’. The latter refers to the forward-
looking posture that people assume, particularly regarding issues pertaining to health and 
medicine, amid conditions of increasing uncertainty. In a more grounded sense, regimes of 
anticipation refer to the consequences of structural and cultural shifts that have unfolded 
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since the end of the 20th century. These shifts include the (contested) corporatization of 
biomedical knowledge production, and its financially speculative values and practices; the 
psychic and material responsibilization of the individual subject as a potential disease 
sufferer; and the anticipatory kinds of affect that these developments have engendered.  

 Drawing upon tools from the history, anthropology, and cultural studies of science, 
this dissertation throws into relief the historicity of our thoughts, feelings, actions, and 
imagination vis- a- vis Alzheimer’s, in finer-grained terms than an emphasis upon the politics 
of anguish has allowed thus far. I argue that regimes of anticipation have taken shape within 
the promissory values and practices of scientific community-building, and the public-private 
partnerships upon which AD research has come to depend; within the biomarkers for AD risk 
assessment, and the guidelines for recruiting future clinical trial subjects, that researchers 
have designed; within the speculative meanings assigned to the APOEe4 gene as a marker of 
higher susceptibility to Alzheimer’s; within advertisements for drug compounds promising to 
mitigate symptoms of the disease; within the novel, Still Alice, which details a high-
functioning academic’s descent into AD at the age of 50 and her attempts to stave off her 
decline; and within the highly corporatized practices of fundraising activism for AD research 
at the annual Power of Love Gala in Las Vegas. This anticipatory orientation toward 
Alzheimer’s, I suggest, illustrates the increasingly tenuous boundaries between living while 
dying, and dying while living, at the beginning of the 21st century.  
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Introduction: From the ‘Politics of Anguish’ to the ‘Power of Love’: Alzheimer’s 

Disease and the Remaking of Life Itself   

  
 On September 12, 1983, the US Senate Special Committee on Aging convened a 
hearing on Alzheimer’s disease (AD) at the Jewish Home and Hospital for the Aged in New 
York City. Dubbed “Endless Night, Endless Mourning”, the event brought together US 
Congressional Senators, geriatric researchers and clinicians, legal scholars, representatives 
from family support groups, and caregivers of loved ones with AD to discuss topics related to 
the incidence and practical consequences of the disease.  The chairman of the committee, 
Senator John Heinz, who had witnessed his maternal grandmother suffer from symptoms of 
dementia, prefaced the hearing with the following: 
  

 We are meeting here today to hear testimony on one of the most frightening illnesses to strike the 

elderly, Alzheimer’s disease. This insidious form of senile dementia plagues between 1 and 3 million persons 
over 65. Because we know neither cause nor cure for this horrid condition, the onset of Alzheimer’s brings 
infinite pain to patients and family caregivers. For those afflicted, living with Alzheimer’s is a lonely, 

irreversible path into an endless night. For family members, this irreversible journey means a struggle to 
provide continuous emotional support and physical care, often at great expense. With no cure in sight, their 
years of providing care are spent in endless mourning.   1

 Participants at the meeting discussed subjects ranging from trends in biomedical 
research, to extant patient health care needs, the cost of medical insurance for long-term care, 
caregiver health and wellbeing, and future strategies for public advocacy. Among the myriad 
issues raised, however, one in particular went on to gain another level of traction within the 
federal government. Senator Larry Pressler, whose father had suffered from the disease, 
emphasized the importance of increasing funding for research on a cure for Alzheimer’s: “If 
we could find a cure or treatment for this disease, we could save a lot of human anguish, and 
save a lot of money, at a time when we have a 200 billion dollar deficit (Ballenger 2006, 
124-5).” Pressler’s insistence, combined with that of others, found a receptive audience in 
Congress, and in the years to come, federal support burgeoned for biomedical research to 
develop a cure for AD (Ballenger 2006, 125-30).  
 More broadly, the event advanced a pattern of social and institutional developments, 
which shaped Alzheimer’s into an object of intrigue and investment on a national scale, and 
gained momentum between the mid-1970s and ‘80s. The National Institute on Aging (NIA) 
had been founded in 1974, and established AD as its primary focus. The Alzheimer’s Disease 
and Related Disorders Association (ADRDA) materialized in 1979, as a coalition of 
grassroots activists, and researchers affiliated with various branches of the National Institutes 
of Heath, to lobby Congress for federal support. A couple of months after the “Endless Night, 
Endless Mourning” meeting, in a gesture approved by President Ronald Reagan, the US 
House of Representatives passed a resolution declaring November of 1983 to be National 



!2
Alzheimer’s Disease Month, a date that marked an increase in federal funding for AD 
research of more than 10 times (from 1 to 11 million dollars) since the founding of the NIA 
(Ballenger 2006, 117). In 1984, the NIA began funding a network of Alzheimer’s Disease 
Centers at flagship medical institutions across the country, establishing an infrastructure for 
research, diagnosis, and treatment.  In 1986, Congress authorized the director of the NIA to 2

designate funds for AD-related research, as the first disease- specific mandate in public 
health law.  3

 For the NIA’s inaugural director, the psychiatrist and gerontologist Robert Butler, the 
Institute’s focus on AD was critical to securing federal funding for its nascent research 
programs. Reflecting upon this strategy, he stated: “I decided we had to make it [Alzheimer’s 
disease] a household word. And the reason I felt that, is that’s how the pieces get identified as 
a national priority. And I call it the ‘health politics of anguish (Fox 1989, 82).’” Moreover, as 
an expression of such a politics of anguish, the theme of  “endless night, endless mourning” 
resonated well beyond the limits of the meeting coordinated by the Senate Special 
Committee on Aging in 1983, as Alzheimer’s took shape within the cultural imaginary as an 
experience of tragedy, loneliness, and loss.  
 One of the most pivotal developments in the health politics of anguish took place in 
1976, when the neurologist Robert Katzman published an editorial in the American Medical 
Association’s Archives of Neurology, circumscribing AD as a “major killer”, and as possibly 
being the fourth or fifth leading cause of death in the United States (Katzman 1976). In their 
testimonies before Congress, legislators, researchers, caregivers, and other proponents for 
increased awareness of AD reiterated the themes of mourning, and death-before-actual-death 
that the disease imposed upon its victims. For example, Bobbi Glaze, a founding member of 
the ADRDA, shared her experience of caring for her disease-stricken husband as being “like 
a funeral that never ends”, which became common in representations of AD (Ballenger 2006, 
137). For its part, the ADRDA printed and distributed posters, magazines, and newspaper 
advertisements that characterized the AD victim as “getting further away”, through a series of 
progressively fading black- and- white photographs (Ibid). In addition, through its theme 
song, the ADRDA characterized Alzheimer’s as “a long goodbye”, a metaphor that has 
continued to circulate within mainstream media, particularly in coverage of the death of 
Ronald Reagan due to symptoms of Alzheimer’s, and the aftermath of his passing (Davis 
2004). Popular self-help books, such as The 36- Hour Day (Mace and Rabins 1984) and The 
Loss of Self (Cohen and Eisdorfer 1986), addressed the families of those diagnosed with 
Alzheimer’s, providing techniques of care for the afflicted, and for the caregivers themselves.   
 In response to the gravity that AD has accumulated within legislative, institutional, 
social, and cultural discourses and practices since the mid-1970s, scholarship in the social 
sciences and humanities has critiqued the rhetorical and structural operations of a health 
politics of anguish. Social constructivist approaches have problematized the 
biomedicalization of Alzheimer’s that such a politics has engendered, from multiple angles. 
Some argue, for example, that although the  politics of anguish positively challenged the 
notion that senile dementia was an inevitable hallmark of the aging process, biomedical 
models of AD have obfuscated the social and environmental factors involved in dementia, 
and have legitimated medical control over vulnerable subjects (Fox 1989; Lyman 1989). 
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Others have pointed out that federal and private investments in biomedical research into AD 
have taken precedence over investments in social services. These scholars warn that 
collective preoccupation with developing a ‘magic bullet’-type cure for AD has gone hand-
in-hand with the erosion of infrastructures of caregiving support for those impacted by the 
disease (Ballenger 2006, 118-36; Estes and Binney 1991; Whitehouse and George 2008). Yet 
others maintain that the relentless pursuit of biomedical technologies for managing 
symptoms of AD has created an empire of profit for many stakeholders, including but not 
limited to scientific researchers, pharmaceutical corporations, and media conglomerates that 
proliferate narratives of Alzheimer’s as an experience of anguish and loss (Estes 1979; 
Robertson 1990).  
 Although my dissertation also explores the co-constitutive relationships between 
knowledge and affect, my approach differs from those described above. In what follows, I 
examine the contingencies of Alzheimer’s and its affective purchase in greater depth, by 
assuming a finer-grained approach to the phenomenon of affect, in and of itself. Instead of 
asking how notions and feelings of anguish have been mobilized by various stakeholders vis- 
a- vis AD, I reconsider the premise that anguish has been the most significant and 
strategically productive kind of affect shored up in relation to the disease to begin with. I ask, 
moreover, what other kinds of gut-level sensations have been associated with Alzheimer’s 
disease. What kinds of meanings have these forms of affect taken on, and what kinds of 
actions have they compelled? More importantly, I ask, why does this matter? How might one 
account, in a broader sense, for the epistemic and cultural politics in which different kinds of 
feelings about AD have been animated at the turn of the 21st century? 

Alzheimer’s Disease and the Politics of Anticipation  
  
 To begin to address these questions, I turn to a letter that former US President Ronald 
Reagan published to the American people in November of 1994, disclosing his diagnosis 
with Alzheimer’s disease. He wrote:  

 My fellow Americans, 

I have recently been told that I am one of the millions of Americans who will be afflicted with Alzheimer's 

disease. 

Upon learning this news, Nancy and I had to decide whether as private citizens we would keep this a private 
matter or whether we would make this news known in a public way. 

In the past, Nancy suffered from breast cancer and I had cancer surgeries. We found through our open 
disclosures we were able to raise public awareness. We were happy that as a result many more people 

underwent testing. They were treated in early stages and able to return to normal, healthy lives. 
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So now we feel it is important to share it with you. In opening our hearts, we hope this might promote greater 

awareness of this condition. Perhaps it will encourage a clear understanding of the individuals and families who 
are affected by it. 

At the moment, I feel just fine. I intend to live the remainder of the years God gives me on this earth doing the 
things I have always done. I will continue to share life's journey with my beloved Nancy and my family. I plan 
to enjoy the great outdoors and stay in touch with my friends and supporters. 

Unfortunately, as Alzheimer's disease progresses, the family often bears a heavy burden. I only wish there was 
some way I could spare Nancy from this painful experience. When the time comes, I am confident that with 
your help she will face it with faith and courage. 

In closing, let me thank you, the American people, for giving me the great honor of allowing me to serve as 
your president. When the Lord calls me home, whenever that may be, I will leave the greatest love for this 
country of ours and eternal optimism for its future. 

I now begin the journey that will lead me into the sunset of my life. I know that for America there will always 
be a bright dawn ahead. 

Thank you, my friends. 

Sincerely, 

Ronald Reagan  4

  

 In 1995, following the former president’s disclosure, the Reagans founded the Ronald 
and Nancy Reagan Research Institute through the Chicago branch of the Alzheimer's 
Association. In concert with the National Institute on Aging, the Reagan Institute’s promoted 
research seeking to cure, delay, and eventually prevent the disease (Khachaturian and 
Radebaugh 1996). The Institute’s operations were divided into two main programs. The first 
program focused on drug development, by organizing working groups to investigate new 
molecules, new targets for treatment, and problems related to drug targeting and delivery 
systems. It also, however, concentrated its resources on identifying a range of genetic and 
epigenetic risk factors for Alzheimer’s. In doing so, the program moved away from the 
exclusive goal of developing a ‘cure-all’ drug compound, and instead focused on early 
diagnosis and prevention at the molecular level. The Institute’s second main program focused 
on promoting technology transfer, by fostering partnerships between academic, pre-clinical 
investigators on the one hand, and those based in industry, on the other, in order to accelerate 
the transfer of knowledge and technologies derived from basic science labs, to downstream 
sites of product-development (Khachaturian and Radebaugh 1996, 593).  
 By focusing on the goal of market-friendly product development, the Institute 
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prioritized translational research. Here, I use the term ‘translational’ to refer to the underlying 
goal of converting, or translating, the findings from basic research, which seeks to establish 
fundamental knowledge of the world, into concrete medical technologies, treatments, and 
health outcomes. This process combines expertise and material resources from scientists 
situated along different points in the biotechnological development process: Those with 
knowledge of basic molecular science, for example, are positioned to work closely with those 
who specialize in converting this knowledge into concrete therapies. In addition, a 
translational approach to research fosters collaboration between experts in different 
disciplines, such as molecular biochemistry, neurology, and psychiatry, in order to expedite 
and fine-tune product development. The end point of translational research lies in the 
production of diagnostic or therapeutic devices that may be used in a clinical setting, and that 
generate commercial profit (Cohrs, R., et al. 2015). 
 What was also especially critical to the Institute’s administrative philosophy was the 
valuation of resource-sharing and collaboration among stakeholders across the public and 
private sectors. Citing “a climate of worldwide economic austerity”, the Reagan Institute’s 
director, Zaven Khachaturian, affirmed that the Alzheimer’s Association would mobilize the 
nation’s resources through the Institute to hasten the discovery of treatments for AD. In order 
to achieve this goal, it would be imperative to establish alliances between the government, 
academia, biotechnology and pharmaceutical corporations, and non-governmental 
organizations. “As resources become scarce and the scientific ventures become financially 
risky,” he and his colleague Teresa Radebaugh wrote, “it makes sense to pool the resources of 
all interested parties. The future success of this venture will rely on such joint ventures. At 
the present while national priorities for domestic programs are being re-evaluated and 
debated, it is an opportune moment in history to initiate a venture and place into practice the 
idea of a private-public working partnership to solve a major health problem, a concept long 
promoted by President Ronald Reagan (Khachaturian and Radebaugh 1996, 592).” 
 Read together, Reagan’s letter, and the Institute’s scientific goals, functional 
operations, and governing rationale provide more than a just a window into the family’s 
strategies of coping with impending loss, and into their participation within a health politics 
of anguish. At first blush, although it is sorrowful, Reagan’s letter is also remarkably upbeat 
and forward-looking. Beyond emphasizing his “eternal optimism for [America’s] future”, the 
letter closes by virtually collapsing the distinction between “the sunset of [Reagan’s] life” 
and the “bright dawn” that will always lie in store for the nation. Here, it is as though the 
death associated with Alzheimer’s has been conflated with eternal rebirth. What is striking is 
that the former president’s affect sharply contrasts the feeling that seemed to circulate among 
participants at the “Endless Night, Endless Mourning” meeting in 1983, during which AD 
was described as a “lonely, irreversible path into an endless night”. Whereas a founding 
member of the ADRDA once testified before Congress that having a husband with 
Alzheimer’s was akin to enduring “a funeral that never ends”,  Reagan uses the disease to tell 
a narrative of ongoing renewal and regeneration. 
 Reagan’s “eternal optimism for [America’s] future”, moreover, may be read as more 
than simply a gesture to conclude his tragic testimony on a dignified, presidential note. In a 
broader sense, his pledge of optimism in the face of Alzheimer’s resonates with what has 
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been outlined as an historically specific affective condition that exceeds the limits of the 
psyche: Vincanne Adams, Michelle Murphy, and Adele Clarke have theorized the emergence 
of “regimes of anticipation” at the beginning of the 21st century, in order to account for 
psychic and social orientations taking shape toward uncertain futures in the realms of 
technoscience, health, finance, and medicine. These futures-yet-to-be-determined reflect, for 
instance, the harried and unpredictable pace of biotechnological innovation; the advanced 
capitalist cultures of financial speculation, profit, and ruin; the erosion of welfare-state- 
supported social safety nets; the specter of global health pandemics; the omnipresent threat of 
bioterrorism; and the slow-motion unfolding of ecological catastrophe (Adams, et al. 2009). 
 For these thinkers, regimes of anticipation refer to “distributed and extensive 
formations that interpellate, situate, attract, and mobilize subjects individually and 
collectively (Adams, et al. 2009, 249).” By making the future actionable in the present, these 
regimes remake ‘the possible’ through modes of prediction, prevention, pre-emption, and 
optimization, particularly in the realm of biotechnology. Regimes of anticipation are held 
together by their affective liveliness, while they bind subjects within economies of hope, 
hype, salvation, and speculation. Beyond the domain of psychic life, anticipatory regimes do 
the following: They shape the processes and objectives of scientific knowledge production; 
they reflect the corporatization of science and medicine, which has intensified in the United 
States, especially since the 1980s; and they bring about new subject formations, ethical 
orientations, and possibilities for individual and collective agency with regard to health and 
medicine. 
 More specifically, this forward-looking posture has traction on the ground, as Adams 
and her colleagues draw attention to how the “science of the actual” has been displaced by 
the “science of speculative forecast” (Adams, et al. 2009, 247). To begin with, as a case-in-
point, a science of the actual would presuppose a concrete, fixed disease entity, such as 
Alzheimer’s, that is subject to intervention. Proponents of increasing federal funding for 
Alzheimer’s research in the early 1980s envisioned that such research would eventually bring 
about a cure, in the form of a drug therapy that would eliminate disease symptoms or even 
prevent AD in the first place. According to this kind of reasoning, the boundaries between 
sickness and health, and having the disease versus being disease-free, were clearly defined, 
and the purpose of medicine would be to restore a sick patient to health. AD research 
advocates organized a health politics of anguish before Congress around this of logic of the 
actual, and by investing in the goal of developing a singular, cure-all drug treatment.  
 For its part, when it opened in the mid-1990s, the Reagan Institute also focused some 
of its research on improving drug delivery, at a period in time when developing drug 
therapies for Alzheimer’s appeared to be flourishing.  Even so, the Institute primarily 5

concentrated, instead, on exploring a range of genetic risk factors for AD, including 
molecular biological markers that might be indicative of the disease’s early onset. 
Specifically, researchers began to investigate multiple genes and their mutations, including 
the amyloid precursor protein (APP) gene, and the presenilin 1 (PSEN 1) and presenilin 2 
(PSEN 2) genes, for their roles in precipitating ‘familial Alzheimer’s disease’ in people 
roughly between the ages of 40 and 75 (Lock 2013, 133-135). Studying these genes at the 
time was, and continues to be an exercise in ‘speculative forecast’, given the shades of 
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uncertainty that have persisted with regard to the age of onset, which may vary dramatically, 
due to unknown additional genetic or environmental influences. In some cases, people who 
have inherited PSEN 2 have gone on to show no symptoms of Alzheimer’s at all (Lock 2013, 
134). 
 In addition to these genes for the ‘autosomal dominant’  kind of Alzheimer’s, 6

researchers began to investigate the apolipoprotein E, allele 4 (APOE 4) widely after 1993, 
which had been identified as a ‘susceptibility’ gene for late-onset Alzheimer’s.  The concept 7

of a susceptibility gene, such as APOE 4, is speculative in nature, because it is not recognized 
as a strictly causal factor; rather, it is understood to be merely a risk factor, or a marker of 
increased likelihood. In this case, there is no clearly-defined boundary between sickness and 
health. There are only measurable gradations of wellness and risk, because the indeterminacy 
of a risk factor lends itself to the ongoing calculation of possibilities and probabilities, but 
never certainty. Unlike the drug development endeavors of the 1990s and early 2000s, 
research into the genetics of AD has burgeoned well into the 2000s, especially with the 
assistance of high-speed technologies allowing large numbers of DNA sequences to be 
examined and compared to one another with greater efficiency. 
 Beyond pursuing science as an exercise in speculation, the Reagan Institute’s 
researchers also carried out their work under the very structural conditions of speculation, by 
prioritizing public-private collaboration. The concept of a regime of anticipation, moreover, 
maps onto the Institute’s various stakeholders in the federal government, academia, and 
biotech and pharmaceutical industries, all of whom have contributed to the Institute’s 
architecture of financial support, material resources, and labor power. By pooling resources, 
according to Khachaturian and Radebaugh, the Institute girds against future uncertainty 
within a climate of economic austerity, in which the federal government’s role in supporting 
scientific research, including that on Alzheimer’s, has fallen into doubt. Furthermore, as 
Adams, et al. maintain, regimes of anticipation are imminent in the logics of capital growth 
and investment (while also exceeding them), especially as biotechnology has become more 
densely financialized, and subject to logics of speculation and future profit. In this regard, the 
Institute exemplifies an anticipatory mode of doing science, by fostering translational 
research into Alzheimer’s, through collaborative partnerships between stakeholders across 
the public and private sectors. This approach, after all, promises to optimize the production of 
tools and technologies that will be most marketable in the future. 
 Here, it is critical to point out that the Institute’s anticipatory rationalities differ 
significantly from those of Robert Butler, the inaugural director of the National Institute for 
Aging, who coined the notion of a “health politics of anguish”, as I described earlier in this 
introduction. In the late 1970s, to recall, Butler had envisioned mobilizing such a politics of 
anguish around Alzheimer’s disease in order to garner financial and material support from the 
National Institutes of Health for an institute that would focus exclusively on health problems 
related to aging. In the case of the Reagan Institute 20 years later, the critical sources of 
funding lie not within the NIH’s coffers, but in the hands of a network of public and private 
partners. For the Reagan Institute, which is itself a private partner of the NIA, financial clout 
and leverage are decentralized, away from the NIH, and dispersed among stakeholders in the 
biotech and pharmaceutical industries, as well as non-profit fundraising organizations, such 
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as the Alzheimer’s Association. It is also remarkable that the Reagan Institute designates an 
entire program to the process of technology transfer, which has become institutionalized as a 
concept, and as a set of practices, by the 1990s. The Institute’s speculative rationalities of 
market-savvy product development contrast the narratives of the health politics of anguish, 
20 years earlier, which merely emphasize the importance of investing in ‘research’ to find a 
‘cure’, in more straightforward and simplistic terms.  
 Lastly, Reagan’s own words and actions perform an anticipatory ethics of personhood 
in relation to Alzheimer’s, forming a posture that contrasts the mournfulness of a health 
politics of anguish. To be sure, his disclosure letter laments the “heavy burden” that families 
of people diagnosed with AD bear, and Reagan wistfully wishes that his wife Nancy could be 
spared such a “painful experience”. However, the letter is also frank and to-the- point in 
sharing his diagnosis. Reagan does not wallow in sorrow over what he has lost and will 
continue to lose as his condition worsens. Rather, he projects a clipped, masculinist stoicism 
that hardly resembles the anguish that advocates for increased funding for Alzheimer’s 
research have aired before Congress, in popular media outlets, and in self-help literature. The 
former president seems to have internalized responsibility for managing his own distress, as 
well as that of his family, instead of pleading for others to intervene, or for their sympathy.  
 Self-possession, Reagan implies, is the healthiest attitude to assume, post-diagnosis, 
and the most conducive to “[living] the remainder of the years God gives [him] on this earth 
doing the things [he] has always done.” The important thing here is not that he is holding out 
hope for a cure, but that he feels “fine” and plans to optimize the life he has left, spending 
time outdoors and keeping in touch with family and supporters. What also stands out is 
Reagan’s affirmation that he and Nancy have chosen to “open [their] hearts” in deciding to 
disclose his diagnosis to the American public, so that others may pro-actively educate 
themselves about the disease (as they had earlier with his and Nancy’s cancer diagnoses). At 
the same time at which Reagan makes a statement of truth, he is declaring affection for those 
he interpellates as members of his broader disease community. At this point, testimony and 
affect inform one another in a manner that veers dramatically away from anguish. These 
ideals of love, self-reliance, living as healthily as possible, and community-building through 
increased knowledge and awareness of Alzheimer’s, give contour to his vow of “eternal 
optimism” for America’s future.   
 In short, Reagan’s words, and his research center’s operations convey an orientation 
toward health, medicine, and Alzheimer’s disease that differs markedly from Robert Butler’s 
politics of anguish, which unfolded during the 1970s and 80s. First, in approaching the 
millennium, there appears to be a shift in how the body is conceived and treated in scientific 
research. On the one hand, advocacy groups, such as the Alzheimer’s Association, and 
members of Congress pushed vigorously for funding in the 80s to find an outright cure for 
AD. On the other hand, 10-15 years later, the Reagan Institute committed the bulk of its 
resources to exploring genetic, as well as environmental risk factors for the disease, 
reorienting research around speculative questions of early diagnosis and prevention. Next, 
between Butler’s health crusade, and that of Reagan, there appears to be a shift in the role 
that the NIH plays in Alzheimer’s research, as a source of funding and administrative 
support. Whereas Butler needed funding from the NIH in order to launch a center specifically 
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devoted to age-related health issues, the Reagan Institute’s resources and administrative 
capacities are dispersed among multiple stakeholders in the private sector. This transfer of 
operations into the private sector has also gone hand-in-hand with increased emphasis on 
translational product development, and speculative investments in market-savvy 
biotechnology, at the turn of the millennium. Lastly, between Butler’s politics of anguish, and 
Reagan’s forward-looking posture, there appears to be a shift in the very ethics of 
subjectivity in coping with the disease. Whereas a politics of anguish played out through 
narratives of tragedy, mourning, and loss, Reagan’s affect is self-possessed and resolutely 
optimistic. Instead of anguish, he expresses love. It is also worth noting that, instead of 
holding out hope that a cure will be found for his symptoms, the former president emphasizes 
the importance of living healthily in the moment, and making the most of the time he has left. 
It is as though he has bypassed the health/sickness divide, by embracing a way of being that 
maximizes whatever degree of health that he enjoys.   
 By pointing out the contrasts between a politics of anguish and a politics of 
anticipation, I do not mean to suggest that these so-called ‘shifts’ have been cut-and-dried. 
The contrasts are useful, rather, in throwing into relief the historical, epistemic, and cultural 
specificity of thoughts and actions that have taken place, in relation to AD, at the turn of the 
21st century. So far, the case study of Reagan and his research center has provided a glimpse 
of what regimes of anticipation may look like, in concrete form. In this dissertation, I dig 
deeper, by asking just how these regimes of anticipation have materialized through 
Alzheimer’s disease. In other words, how has Alzheimer’s taken shape as an object of 
forward-looking thoughts, feelings, desires, and practices? What kinds of people, objects, and 
institutions have been involved, and what kinds of complications have arisen? In the bigger 
picture, how do anticipatory engagements with AD both reflect and actively shape the 
conditions under which we live, as individuals and as members of society?  

Objects  

 In order to address these questions, it is necessary to consider what kinds of narratives 
about Alzheimer’s are being told, and who is telling them. In what follows, I examine a range 
of publicly available textual materials, produced by people situated in various positions in 
relation to the disease. These people include, but are not limited to scientific researchers, 
clinicians, pharmaceutical drug advertisers, writers of popular fiction and self-help literature, 
and activists raising funds to enrich scientific research projects on Alzheimer’s.   
 To begin with, I examine scholarly articles about Alzheimer’s disease that have 
appeared in scientific journals, primarily from the early 1990s to the 2010s. These journals 
include, for example, the Annals of the National Academy of Sciences, the Journal of the 
American Medical Association, and Neurology, and Neurology, Neurosurgery, and 
Psychology. I have chosen these materials because they reflect the the objects and 
technologies, as well as knowledges and value systems, that constitute biomedical inquiry 
into AD, as it is articulated to others within the research community. These materials, 
moreover, convey the patterns of thinking, preoccupations, controversies, and visions of 
progress that have shaped knowledge production about the disease. In a broader sense, the 
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articles serve as points of reference to the social and cultural contexts in which research on 
AD has taken place, and through which the journals have circulated. These articles also offer 
a window into the disciplinary orientations through which researchers have investigated AD, 
including but not limited to molecular biology, biochemistry, neurology, psychiatry, 
psychology, geriatrics, and gerontology. On another level, this body of literature reveals the 
historical particularities of research on AD from within various disciplines, and how different 
kinds of ‘experts’ have influenced how we understand and act in relation to Alzheimer’s 
around the turn of the 21st century. 
 Beyond biomedical literature, I explore the narratives told by the pharmaceutical 
industry about Alzheimer’s and age-related disease, by focusing on a selection of print and 
TV-based advertisements for drugs targeting Alzheimer’s and dementia, dating back to the 
mid- 20th century. Examining the ads allows me to examine the rhetorical devices and the 
structural leverage points through which the pharmaceutical industry influences how we 
think and act in relation to AD. Spanning the past 60 years, these materials offer historical 
perspective, by reflecting the political, social, cultural, and epistemic contexts in which the 
drug industry has marketed treatments for dementia, as well as how such contexts have 
shifted over time in the US. What is especially remarkable is that the audiences whom the ads 
target have changed as well. These materials have circulated widely among researchers and 
clinicians since the 1950s, but over the past 20 years, they have been pitched directly to 
laypeople identified as potential consumers. In a broad sense, the ads offer clues as to how 
the drug industry, physicians, patients, and caregivers have jointly shaped the meanings 
assigned to AD and its drug therapies. More narrowly, engaging these ads allows me to trace 
and historicize how these different groups of people have envisioned and exercised agency in 
relation to Alzheimer’s, and the drug therapies designed to manage its symptoms.  
 At the same time, my analysis moves beyond the institutional and thematic limits of 
the drug ads, by examining a range of other documents produced by and for everyday people 
situated variously in relation to Alzheimer’s. These materials include, for example, a widely 
acclaimed work of popular fiction about AD, the novel Still Alice, by Lisa Genova; 
informational and self-improvement literature and websites on techniques for preventing the 
disease; and newsletters and promotional literature from the Cleveland Clinic about its 
Alzheimer’s-themed fundraising events in Las Vegas, Nevada, and elsewhere in Northern 
Nevada and California. These texts offer a window into how AD is imagined at the 
intersections of biomedical and popular culture, demonstrating how biomedical signs, 
imagery, affects, and values travel, and are reiterated in spaces outside of the laboratory and 
the clinic, by members of the lay public. These materials are especially useful because they 
show a variety of everyday practices of self- care and agency in coping with (the specter of 
the future occurrence of) Alzheimer’s, beyond the limited therapeutic capacities of anti-AD 
drugs. More particularly, this body of literature illustrates the kinds of visions of the future 
that have taken shape in the early 2000s, with regard to personhood, dementia, medicine, and 
the ethics of individual and collective action.  
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Methodologies 

 As I have outlined above, this dissertation considers a broad and diverse range of 
materials, produced by people who engage with Alzheimer’s from different vantage points 
within society, and who articulate specific forms of knowledge about the human body in 
doing so. In what follows, I explore how these forms of knowledge shape how we think 
about aging and age-related dementia, as well as the actions we take to manage and/or 
prevent its occurrence in ourselves and in others. Rather than being neutral repositories of 
information about Alzheimer’s, I consider these narratives to be active in their own right, 
enabling and constraining what is ideal to think, feel, and do in relation to the disease, as 
individuals, and as members of a larger population of people.  
 My approach, moreover, draws upon the analyses of biopower developed by Michel 
Foucault (Foucault 2004). Biopower infuses particular forms of knowledge, working in 
concert with material technologies, and exerting surveillance and control over living bodies 
and their behaviors, physiological processes, pleasures, and (re)productive capacities. The 
techniques of biopower are diffuse and decentralized, yet omnipresent (Clarke, et al. 2010, 
5), functioning along two poles: The first may be described as an anatomo-politics of the 
human body, through which knowledges and technologies aim to optimize the body’s 
(re)productive potential and performativity. The other pole maps onto the scale of the 
population/species, and works through the administration of the population’s mechanisms of 
life, including those of birth, morbidity, longevity, and mortality (Rabinow and Rose 2006, 
Rabinow 1999). 
 However, I attend not just to the biopolitical, but to the ‘vital political’ conditions 
under which Alzheimer’s has emerged as an object of knowledge and intervention. Vital 
political approaches offer tools specifically attuned to the historical, technological, political, 
and cultural conditions of the later years of the 20th century, and the beginning of the 21st. 
Elaborating on what he terms a ‘politics of life itself’, Nikolas Rose has traced the 
transformative remaking of life and death through new biological technologies that 
manipulate the body and its capacities on the molecular level (Rose 2007).  These 8

transformations have unfolded on cellular, institutional, and geopolitical scales (Franklin and 
Lock 2003; Landecker 2007; Rose 2007). Scholarly approaches to these developments 
respond to the changing concepts and practices of life, death, reproduction, and nature/the 
natural, and the socio-cultural consequences that such shifts in understanding and treating the 
body entail (Clarke, et al. 2010; Strathern 1992a and 1992b; Thompson 2005). A key theme 
in this literature underscores the co-constitutive relations between the categories of ‘nature’ 
and ‘culture’ (Franklin 2007; Haraway 1988 and 1997; Strathern 1992a and 1992b), and the 
‘biological’ and the ‘social’, within the global, local, and always situated operations of 
biotechnology (Franklin, Lury, and Stacey 2000; Lock and Nguyen 2010).  
 Amid these transformations, this project is influenced in particular by scholarship 
critiquing the global linkages between financial capital and the biological sciences, 
technologies, and industries (Cooper 2008; Fortun 2008; Rabinow 1996; Thompson 2005). 
For Kaushik Sunder Rajan, the concept of 'biocapital’ serves as an analytical framework for 
historicizing the (contested) corporatization of science that has accelerated over the past 30 
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years: New technologies, such as recombinant DNA, combined with new legal and market 
structures promoting translational research, as well as an influx of venture capital from 
private investors, have reshaped the living body into a means of economic productivity and 
potential surplus value (Rajan 2006 and 2012; see also Dumit 2012b). Capitalist 
bioeconomies organize flows of vital (reproductive) matter, including (but not limited to) 
oocytes, sperm, embryos, blood, organs, DNA fragments, cerebrospinal fluid, and embryonic 
and adult stem cells (Waldby and Mitchell 2006; Cooper and Waldby 2014). The 
capitalization of living matter is intrinsically speculative: In the field of regenerative 
medicine, for example, financial investments are inexorably forward-looking, having yet to 
demonstrate their full potential and profitability in the form of blockbuster anti-aging 
technologies. On this note, such investments are also steeped in (the risk of) broken 
promises, and the failure of new technologies to bring about the futures promised, by 
improving lives, and/or yielding projected financial gains (Fortun 2012).     
 This dissertation also draws upon literature that focuses on the biopolitics of aging, 
and on the techno- scientific developments that are complicating, rather than resolving, our 
understandings of aging in relation to the categories of self and environment, health and 
sickness, and life and death. Margaret Lock, for example, has emphasized the persistence of 
uncertainty amid ongoing attempts to pin down what Alzheimer’s is and what it does. More 
specifically, she argues that the epistemic ‘entanglements’ of dementia take shape through 
exchanges between neurologists, geneticists, epidemiologists, clinicians, patients, and others 
in the years leading up to, and beyond, the early 2000s. She identifies: First, the tension 
between localization theory, which circumscribes the biological origins of AD, and 
entanglement theory, which emphasizes the environmental and sociocultural contexts of the 
disease; second, the dissonance between understandings of AD as being pathological, on the 
one hand, and as being a phenomenon endemic to the normal process of aging, on the other; 
and third, the interplay between approaches favoring the deterministic value of single genes, 
on the one hand, and those foregrounding the importance of epigenetic networks in the 
incidence of the disease, as the complex outcome of biological adaptations to the 
environment over time(Lock 2013, 4-6). Further, Lock probes the shift in emphasis from cure 
to prevention within biomedical approaches to AD, and underscores the social, technological, 
and ethical challenges that the specter of the surveillance of increasingly young and healthy 
individuals stands to present in the future (Lock 2013, 4-11, 76-99, 124-127).  
 For her part, Sharon Kaufman has underscored the considerable extent to which the 
so-called biological ‘life course’, from birth to death, has been complicated at the turn of the 
21st century, as death has become a phase of life to be anticipated, mapped, managed, and 
even lived. Focusing on the spaces of American hospitals, she shows how death has become 
a conundrum that clinicians, families, and individuals nearing death have been compelled to 
negotiate within a theater of high technological developments, market-oriented 
administrative pressures, and shifting cultural value systems prioritizing patient/consumer 
choice and autonomy (Kaufman 2005). Instead of merely marking the end of life, death has 
taken on a life of its own, as a technologically and socially malleable phenomenon. 
Elsewhere, Kaufman has probed the late- 20th century machinations of what she terms 
‘ordinary medicine’, referring to the all-too- invisible connections between actors in the 
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domains of research, therapeutic innovation, public policy, finance, insurance provision, and 
clinical care that shape the circumstances under which the end of life is managed in the US.  9

Under these conditions, Kaufman argues, individuals who are nearing the end of life, as well 
as their families and loved ones, grapple with historically specific, practical and ethical 
dilemmas in the pursuit of ‘a good death’ (Kaufman 2015). Far from marking the end of all 
things, death has taken on the quality of futurity, as an event to be imagined, planned, and 
negotiated with purpose.  

Chapter Outline 

 In the chapters that follow, I use the interpretive tools described above to explore how 
Alzheimer’s disease has become an object of anticipatory ways of thinking, acting, and 
organizing in relation to the unknown. My analysis begins by looking at narratives generated 
from within research labs and clinics, and moves progressively outward, into the domains of 
legislative governance, pharmaceutical drug marketing and consumption, popular fiction, and 
AD fundraising and activism. This organizational approach allows me to trace how ideas, 
affects, and ethical conflicts and imperatives regarding AD travel throughout different spaces 
within society, and how the meanings attached to the disease are interpreted and re-
articulated by different communities of people. In doing so, I show that Alzheimer’s is not 
simply a biomedical disease entity understood and managed by scientists, but that it is 
collectively imagined and shaped by everyday citizens acting in professional and personal 
capacities. The flow of the dissertation is designed, moreover, to throw into progressive relief 
the various forms of agency that ‘non-experts’ exercise in relation to the disease, by, for 
example, enacting legislation, volunteering for a clinical trial, educating themselves about 
genetic and environmental risk factors, or donating money to Alzheimer’s research centers.  
 Chapter One asks how regimes of anticipation have taken shape within the biomedical 
research community studying Alzheimer’s in the United States, beginning in the late 1970s. I 
focus on two bodies of narratives: The first has been told by scientists who played key roles 
in establishing AD as a viable object of investment at the NIH, in the late 1970s and early 
1980s; the second has been told by scientists affiliated with the Alzheimer’s Disease 
Neuroimaging Initiative (ADNI), which has been described as a groundbreaking exercise in 
AD research under the conditions of public-private partnership in the early 2000s. In this 
chapter, I ask how scientists from the two different historical moments have imagined the 
research communities to which they have sensed they respectively belong. What kinds of 
value systems and practices have they shared with their contemporaries, and what kinds of 
visions of future progress have they expressed? Through a comparative reading of these 
textual materials, I trace the emergence of anticipatory modes of doing, sharing, and making 
meaning of the science of Alzheimer’s. I argue, in particular, that these narratives about the 
AD research community reflect shifts that have occurred within the (frictioned) 
corporatization of science and its aims, and within the promissory values and valences that 
scientific knowledge about AD has come to generate in the beginning of the 21st century. 
 Chapter Two explores the ADNI further, by asking how forward-looking values and 
practices have taken shape within the ADNI’s narratives about improving tools and protocols 
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for biomedical research on Alzheimer’s. I focus specifically on two textual bodies: The first 
consists of representations of efforts to establish ‘ideal’ biological markers of risk for AD, in 
order to facilitate the development of technologies of early diagnosis and intervention; the 
second is a description of inclusionary and exclusionary criteria for participating in the ADNI 
as a clinical subject. How, I ask, has the figure of the biomarker been described, and what 
kinds of meaning- making capacities has it been assigned? What is at stake in its apparent 
relationship to (the specter) of AD? Furthermore, what kind of clinical population is 
imagined in the ADNI’s recruitment guidelines, and why does this matter? By engaging these 
textual phenomena within the ADNI’s publications, I make a case for some of the practical 
consequences, as well as for the broader implications engendered by this anticipatory mode 
of doing AD research. My readings focus on the significance of two developments, in 
particular, that are reflected in the ADNI’s representations of the biomarker and the ideal 
clinical trial population: The first is the reconfiguration of ‘health’ into become a commodity 
to be managed and grown, rather than as a state of being to restored from a state of sickness; 
the second is the reconstitution of subjectivity, agency, and vulnerability as the clinical trials 
for Alzheimer’s disease risk have become a global enterprise, enrolling new populations of 
research subjects and their bodies.  
 Chapter Three begins to move outward from the spaces of the laboratory and research 
clinic, to ask how regimes of anticipation have shaped the cultural significance of the 
apolipoprotein E (APOE) gene, which was publicized as a marker of susceptibility to 
Alzheimer’s in 1993. I use two threads of narratives as points of departure: The first is a 
speech given before US Congress by Allen Roses, the neuroscientist who has been widely 
credited for ‘discovering’ the APOE (e4) gene as a risk factor for Alzheimer’s, in a plea to 
increase funding for biomedical research; the second is a body of scientific literature 
engaging the question of racial difference in APOE research, particularly with regard to 
African Americans. In a comparative reading of the two threads, I ask how the substance and 
use-value of the gene have been assessed. What kinds of prognostic capacities, as well as 
feelings and affects, have been attached to the gene, and how has the gene’s future impact 
upon people been imagined? In my analysis, I underscore a contrast between the speed-
driven, promissory value assigned to the gene within Rose’s speech and its aftermath in 
mainstream media, on the one hand, and the friction that the gene generates within literature 
weighing the legitimacy and ethicality of using ethnicity as a special risk factor in relation to 
the APOE gene, as well as the future possibilities for African-American subjects to actively 
shape the course of research, on the other. More broadly, I make a case for the gene’s situated 
involvement in remaking the meanings and practices attached not only to Alzheimer’s 
disease, but to age and aging, ethnic identity, and civic engagement with the science of AD 
risk. 
 Chapter Four brings the ethics of personhood in relation to Alzheimer’s disease into 
sharper focus, by asking how regimes of anticipation have played out in pharmaceutical drug 
marketing culture. I explore this question through a comparative analysis of two series of 
advertisements for drug therapies for symptoms of senile dementia and Alzheimer’s. Thee 
first series appears within biomedical journals circulating among academic researchers and 
clinicians during the 1950s and ‘60s, and pitches chemical drug compounds for a broad range 
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of symptoms of senility. The second series appears within academic journals, but also within 
popular magazines and on television, during the 1990s and early 2000s, and appeals at once 
to an audience of experts and laypeople. I argue that the ads, and the narratives they tell about 
senility and Alzheimer’s, reflect historically specific understandings of personhood, as well 
as gendered and racialized notions of otherness. In a broader sense, the ads convey cultural 
values regarding epistemic authority, agency, and what it means to age successfully in the 
US, which have shifted over the second half of the 20th century and the beginning of the 
21st. 
 Chapter Five asks how Alzheimer’s has been shaped as an object of speculation and 
consumption in the realm of popular entertainment. It focuses on two sites: The first is the 
novel, Still Alice, by Lisa Genova, which tells the fictional story of a middle-aged woman’s 
sudden bout with early-onset AD. In 2014, the story’s film adaptation won an Academy 
Award for Best Actress, and along with the novel, generated a wave of media hype 
surrounding the disease’s etiology, clinical treatment options, and the human relationships 
entangled in the AD phenomenon. The second is the Power of Love Gala, an annual 
fundraiser for biomedical research on Alzheimer’s, which has been hosted by the Cleveland 
Clinic Lou Ruvo Center for Brain Health in Las Vegas, Nevada since the early 2000s. I argue 
that love and biomedical reasoning shape the epistemic life of AD within the domains of 
fiction, on the one hand, and post-industrial urban space, on the other. By doing so, I throw 
into relief the multi-scalar operations of a political economy of affect and truth-telling in 
relation to Alzheimer’s. More broadly, I suggest that AD mediates local and global 
relationships of knowledge, capital, and resource (re)distribution at the beginning of the 21st 
century.  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   Following Nikolas Rose, late 20th century patterns of thought and action have relocated the focus of medical inquiry 8

from the scale of the body, the object of 19th and early 20th century clinical medicine, to that of molecules and their 
properties, functions, interactions, similarities, differences, and affinities. New technologies have re-conceived and acted 
upon vital matter, disrupting the notion that life is constrained or regulated by the parameters of a metaphysical, ‘natural’ 
order. With these technologies, scientists have intervened, for example, in “the functional properties of coding sequences 
of nucleotide bases and their variations, the molecular mechanisms that regulate expression and transcription, the link 
between the functional properties of proteins and their molecular topography, the formation of intracellular elements- ion 
channels, enzyme activities, transporter genes, and membrane potentials- with their particular mechanical and biological 
properties (Rose 2007, 12).”

  For Kaufman, ‘ordinary medicine’ is constituted through the operations of clinical trials, and the burgeoning regime of 9

evidence-based medicine that they sustain; through the growth of therapeutic options, in the form of drug-based 
treatment and new medical devices; through the work of insurance committees that determine which services and 
treatments are reimbursable; and through the routinization and ethical rationalization of high-tech interventions as the 
standard of care as death approaches (Kaufman 2015, 3-9).
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Chapter One: From a ‘Critical Mass’ to a ‘Pool of Talent’: How Sharing Became 

Caring in the Alzheimer’s Disease Research Community, 1980s- Present 
  

 This chapter asks how scientists studying Alzheimer’s disease in the US have 
imagined the research communities to which they have sensed they belong. In what follows, I 
examine the narratives that scientists have told about two major events in the history of 
Alzheimer’s research: The first is the establishment of AD as a viable object of investigation 
within the National Institutes for Health in the early 1980s; the second is the Alzheimer’s 
Disease Neuroimaging Initiative (ADNI), which has run from 2004 to the present day. I have 
chosen to look at these events, and the stories that have been told about them, because they 
represent moments in the history of AD research in which our ways of understanding and 
treating the disease have shifted significantly. In the case of the NIH during the 1980s, AD 
became a recognizable entity that attracted the attention of an interdisciplinary community of 
researchers, as well as unprecedented levels of federal research funding. In the case of the 
ADNI in the early 2000s, scientists have collaborated across the public and private sectors, 
amassing an unprecedented number of research partners worldwide, in order better 
understand how the disease manifests in its earliest stages, and to improve diagnostic 
protocols for AD. In my readings, I explore how these case studies represent distinctive 
moments in the history of anticipatory modes of thinking, acting, and organizing in relation 
to Alzheimer’s, within the scientific research community. 

 Prior to the 1980s, mental illness associated with old age generally fell into the 
wastebasket category of ‘senility’. Alzheimer’s disease, however, became an object of 
investment among researchers at the NIH in the early 1980s, as the result of multiple socio-
cultural, scientific, and political developments. To begin with, the National Institute on Aging 
opened in 1977, and took up Alzheimer’s disease as a keystone project in order to build clout 
and credibility within the NIH. In addition, advancements in the interdisciplinary field of the 
neurosciences during the 1960s and 70s produced new ways of exploring and making sense 
of aging, as well as pathologies of the brain that were understood to be age-related. New 
technologies such as electron microscopy emerged during the 1970s, and allowed AD to be 
demarcated as a concrete phenomenon that diverged from the ‘normal’ course of healthy 
aging. Further, scientists working within the NIA, the National Institute for Mental Health 
(NIMH), and the National Institute for Neurological and Communicative Disorders and 
Stroke (NINCDS) began to collaborate with one another. These members of a growing 
Alzheimer’s research community also sought to mobilize US Congressional policymakers to 
support AD research aimed at developing a drug-based cure for the disease’s symptoms. 

 As the inaugural director of the NIA from 1977 to 1983, Robert Butler campaigned 
before Congress to raise awareness of Alzheimer’s, and to secure financial support to 
investigate the disease that became the NIA’s first defining research project. Trained as a 
psychiatrist, Butler sought to convince other scientists, as well as members of Congress, that 
the symptoms of Alzheimer’s were not inevitable hallmarks of aging, but that they were 
consistent with a distinct disease category that should be treated as such. In an interview with 
the historian Patrick Fox, Butler stated: “I decided that we had to make it [Alzheimer’s 
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disease] a household word. And the reason I felt that, is that’s how the pieces get identified as 
a national priority. And I call it the health politics of anguish. People don’t die from basic 
research. They suffer from specific diseases (Fox 1989, 82).”     

 Just over 20 years after Butler’s stint ended at the NIA, the ADNI began its 
operations. As a transnational research endeavor based in North America, the ADNI has 
sought to identify and standardize biological markers, or ‘biomarkers’, for Alzheimer’s, in 
order to develop better technologies and protocols for early diagnosis and prevention.  1

Launched in 2004 by the NIH, nine pharmaceutical corporations, the Alzheimer's 
Association, and the New York- based Institute for the Study of Aging, the ADNI was hailed 
at the time as the largest existing public-private partnership supporting research into AD. As 
of 2017, the Initiative incorporated over two dozen private partners in the pharmaceutical and 
medical imaging industries.   Since 2004, the North American ADNI has also served as a 2

model for similar projects that have launched around the world, under the ADNI umbrella, as 
well as projects investigating other diseases, such as Parkinson’s and Huntington’s (Jones-
Davis and Buckholtz 2015, 863). 

 In the eyes of William Potter, who contributed to the ADNI’s original concept, the 
ADNI differed from other Alzheimer’s research projects on the basis of a mutual sense of 
commitment among its partners, from the very beginning, to collaboration through open data- 
sharing. According to a feature article in the New York Times, the Initiative was conceived 
during a casual conversation between Neil Buckholtz of the National Institute on Aging, and 
his friend, Potter, who was affiliated with the pharmaceutical corporation, Eli Lilly. As Potter 
recalls, the idea for the ADNI coalesced out of mutual recognition that progress toward 
establishing effective drug therapies for Alzheimer's had been slow, and that an initiative 
organized around the principle of shared knowledge could be a critical step toward refining 
diagnostic protocols, as well as expediting the development of therapeutic technologies. 
Reflecting upon his exchange with Buckholtz, Potter mused: “Everything just jelled. Maybe 
this was important enough to get people to work together and coordinate in a way that hadn't 
been possible before.”  3

 Reflecting upon these case studies in Alzheimer’s research, two things in particular 
stand out. The first is the importance, in both of these instances, of the formation of research 
communities, which have taken shape through the sharing of scientific knowledge, resources, 
and goals, as well as a common sense of identity. In the case of AD at the NIH in the 1980s, a 
research community emerged through the mobilization of allies within the NIH and Congress 
to secure federal funding to recognize and investigate a disease that, historically speaking, 
had been relatively obscure until that point. For the ADNI in the early 2000s, a research 
community has coalesced through stakeholders’ mutual commitment to building public-
private partnerships, which have pooled the resources of the federal government, several 
research universities, and a host of private biotech enterprises under the ADNI’s banner.    

 The second aspect that stands out, when considering these two case studies side-by-
side, is the contrast in the kinds of affect that Robert Butler, on the one hand, and William 
Potter, on the other, project as they reflect upon their experiences working within their 
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respective communities of Alzheimer’s researchers. Butler, for his part, tells his story in a 
measured tone, emphasizing the importance of making ‘Alzheimer’s’ recognizable, 
ubiquitous, and mundane, as an everyday, “household word.” Though his reference to a 
health politics of anguish may conjure images of a weeping horde of AD sufferers and their 
families, he seems to qualify such a politics by underscoring the importance of clinical 
expertise and methodical action, in the form of rational, well-organized efforts to raise public 
consciousness of the disease. Far from sounding measured, however, Potter sounds positively 
excited, and even exuberant, as he reflects upon what he and his colleagues at the ADNI have 
already achieved through their collaborative work, and imagines the milestones that lie in the 
ADNI’s future. Remarkably, Potter also seems perhaps even more focused on the human 
relationships that pull the ADNI community together, and on the possibilities that these 
relationships enable, than he is on ‘Alzheimer’s disease’ itself. After all, although he suggests 
that “this was important enough to get people to work together”, he never actually specifies 
what “this” is.  

 In what follows, I examine, in greater depth, some of the stories that scientists 
studying Alzheimer’s the US have told about the research communities with which they have 
been affiliated, between the late 1970s and the early 2000s. These stories have appeared in 
academic journal articles, published interviews, newspaper articles, and online websites. In 
reading these testimonies, I ask how the AD research community has been imagined among 
its participating scientists. How has the community been defined? How have notions, 
expectations, ethics, and practices of doing and sharing science changed over the past 30 
years? What kinds of developments, as well as larger-scale shifts, in how we understand and 
act in relation to Alzheimer’s do these narratives show? How, moreover, do these various 
understandings and practices of community among scientists throw into relief the historical 
specificities of thinking and feeling that have emerged within Alzheimer’s research culture, 
around the turn of the 21st century? 

 The first part of this chapter explores how scientists imagined the Alzheimer’s 
research community during the late 1970s and early ‘80s at the NIH. In doing so, I focus on 
published interviews with Robert Butler, as well as Zaven Khachaturian, whom Butler hired 
to lead the Physiology of Aging branch of the NIA during this time period, about their 
respective roles in establishing AD as a viable object of research. I also examine a letter that 
the neurologist Robert Katzman wrote to the Archives of Neurology in 1976, which argued 
that Alzheimer’s was nothing less than “a major killer” in the United States.  I argue that 
these narratives reflect investments in a research community of colleagues whose desires, 
values, and aims resonate with the objectives of the mid-20th century welfare state in the US. 
I also suggest that these narratives actively mobilize a community of researchers around 
Alzheimer’s as a unitary disease phenomenon, and around the promise of developing a drug-
based cure for the disease. The second part of this chapter turns to examine how scientists 
have imagined the AD research community in the early 2000s. Here, I focus on material from 
published interviews with scientists affiliated with the ADNI, as well as on an impact 
statement, published in 2015, regarding the ADNI’s progress and potential. I argue that these 
narratives reflect investments in building a research community that is strengthened not by its 
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commitment to a federal public health agenda, but by a shared ethics of entrepreneurial 
partnership and collaboration. More broadly, I argue that the structural and qualitative 
differences in the research communities that scientists studying AD have idealized, at 
different historical moments, reflect some of the historical, structural, and psychic 
dimensions of a health politics of anticipation taking shape within AD research around the 
turn of the 21st century.  

Alzheimer’s at the NIH in the ‘70s and ‘80s 

 During the late 1970s and early 1980s, Alzheimer’s grew from an obscure diagnosis 
to a high-profile object of investment among sociologists, biomedical researchers, politicians, 
and concerned laypeople in the United States. The disease’s shift out of relative obscurity 
into being a widely recognized phenomenon stemmed from multiple cultural developments, 
and from the actions of multiple actors. To begin with, longer life spans in the post-World 
War II era gave way to concerns over health issues, quality of life, and social resources 
during old age. The fields of gerontology and geriatric psychiatry flourished during this mid-
century period, questioning and theorizing the psychic and social conditions necessary to live 
well in the later years of life (Ballenger 2009, 57). Furthermore, in biomedical research 
circles, new technologies of electron microscopy prompted scientists to rethink the biological 
underpinnings of age-related disease, as well as possible ways of intervening within such 
disease processes. These investments in old age gained institutional grounding in 1977, when 
the National Institute for Aging was founded as a self-contained branch of the NIH. 
Throughout the 1980s, scientists affiliated with the NIA lobbied Congress to increase funding 
for biomedical investigations into Alzheimer’s, and acted as key figures in the establishment 
of the AD research community at the NIH. During this campaign, scientists emphasized the 
urgency of subsidizing biomedical efforts to find a drug-based cure for AD’s clinical 
symptoms.  
 Between 1976, when Robert Butler was appointed as the director of the NIA, and 
1989, the NIA’s budget for AD research grew by nearly 20 times, from approximately 4 
million to 80 million dollars. During his tenure, which lasted from 1976 to 1983, Butler 
underscored the need to increase both financial and structural resources for the NIA in a 
broad sense, but more specifically, for the study of dementia.  In his last year as the NIA’s 
director, Butler spoke before the House Select Committee on Aging, emphasizing consensus 
among members of the scientific community regarding the need for greater resources to 
study what had proven so far to be an intractable phenomenon: 

“…It is essential as an investment that we make major new additions to research. And I know that there is 

probably nothing magical about the thought of doubling the amount, but I have come to that figure with some, I 
hope, rationality… I think the collective judgment of many in the scientific community and certainly the 
judgment of those who suffer from [Alzheimer’s] is that we are simply not, repeat not, devoting adequate 

resources to unraveling the mystery of it (Fox 1989: 93-94).” 
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 Butler’s advocacy for the NIA and its AD research projects was often met with 
resistance, particularly from other Institutes within the NIH amid a competitive environment 
in which research depended heavily on federal funding. Even so, government-backed 
subsidies for AD research flourished between the late 70s and late 80s, as did infrastructural 
support: By 1985, the NIA had established 10 Alzheimer’s disease research centers across the 
country to coordinate basic, clinical, social, and behavioral studies of AD, to create national 
standards for diagnosis, and to establish a robust clinical population for future clinical 
studies. The Health Research Extension Act of 1985 allowed the director of the NIH to 
earmark grants specifically for AD research, and authorized the creation of an AD patient 
registry. In 1986, the Alzheimer’s Disease and Related Disorders Services Research Act was 
passed, which authorized the creation of a national council and advisory panel on AD, awards 
for research related to services, and educational activities related to AD. In 1987, an 
amendment to the Older Americans Act specifically authorized AD-related clinical trials 
research (Fox 1989, 95).   
 While Butler lobbied Congress to take Alzheimer’s seriously as a public health issue, 
others worked  to nurture investments in AD among scientific researchers at the NIH, and 
beyond. Robert Katzman, for example, was trained as a neurologist, and had begun a career 
researching another kind of dementia, hydrocephalus, in the 1960s. Upon postmortem biopsy, 
he determined that several subjects, whom he had presumed to suffer from hydrocephalus, in 
fact showed signs of Alzheimer’s disease instead, which prompted him to study the latter 
more intensively in the early 1970s. In 1976, Katzman wrote an editorial to the Annals of 
Neurology, in which he made three significant claims: The first was a fervent argument for 
recognizing the possibility that senile dementia was as prevalent as being the 4th leading 
cause of death in the United States. The second made a case for collapsing the distinction 
between senile dementia and Alzheimer’s disease, because as far as Katzman could tell, the 
two diseases were structurally the same. The third was that the organic pathology associated 
with Alzheimer’s was markedly different than the “benign senescent forgetfulness” 
associated with advanced age; in other words, AD was a condition that deviated from the 
normal course of aging (Fox 1989, 70-73). He wrote: 

“…The argument that Alzheimer’s disease is a major killer rests on the assumption that Alzheimer disease and 

senile dementia are a single process and should therefore be considered a single disease…The pathological 
findings are identical- atrophy of the brain, marked by loss of neurons, neurofibrillary tangles, granulovascular 
changes, and neuritic (senile) plaques…Most recent ultrastructural and neurochemical studies indicate that the 

neurofibrillary tangle in both disorders is characterized by the twisted tubule that represents two neurofilaments 
joined together in a helical fashion with a period of 800 Angstroms…Although further studies are clearly 
indicated, the fact remains that neither the clinician, the neuropathologists, nor the electron microscopist can 
distinguish between the two disorders, except by the age of the patient. Today, the majority of workers in the 

field accept the identity of the two diseases. We believe it is time to drop the arbitrary age distinction and accept 
the single designation, Alzheimer’s disease…A mild form of defect in memory storage or recall, a condition that 
Kral has termed “benign senescent forgetfulness”, may be relatively common as the population ages. However, 



!22
these minor changes do not result in the functional disability or increased mortality that can be directly 

attributed to Alzheimer disease (Katzman 2008, 378).”  

 Following his letter’s publication, and the attention it garnered within the scientific 
community, Katzman collaborated with the National Institute for Neurological 
Communicative Disorders and Stroke, as well as the National Institute for Mental Health, in 
order to foster a working partnership with the NIA to investigate Alzheimer’s disease (Fox 
1989, 76-77).  While Katzman worked to orchestrate these moving parts into a concerted 
research effort, Butler hired Zaven Khachaturian, a neurobiologist interested in the 
neurochemistry of the brain, in order to help build the NIA’s clout within the NIH. 
Khachaturian focused on convincing well-established researchers to submit proposals to the 
NIA, in order to investigate the biological basis of aging in the brain. In an interview with 
Fox, the historian, Khachaturian reflected:  

“…The only way I could develop a viable program was by increasing the number of approved projects that 
could compete successfully against other more established programs. The way to accomplish that goal was to 

work with the scientific community and attract them to be interested in the problems of the aging nervous 
system. So the principal task was to find good scientists who could be turned on by neurobiology of aging and 
Alzheimer’s disease (Fox 1989, 78-79).”  

 By 1981, Khachaturian had been established as the director of the NIA’s Physiology 
of Aging branch, which accounted for nearly half of the NIA’s extramural, training, contracts, 
and extra/inter-agency agreement funds.  Khachaturian’s lobbying efforts produced a 
substantial increase in the number of Alzheimer’s disease-related research proposals that 
were submitted to the NIH for peer review, and the NIA’s funding grew by an average of 
39% per year between 1976 and 1980. This spike in the volume and quality of AD-related 
proposals was critical to building the NIA’s credibility as a branch of the NIH that was 
worthy of support from Congress, and from scientists outside of the NIA who might consider 
re-focusing their efforts on Alzheimer’s (Fox 1989, 88). In Khachaturian’s recollection:   

“[T]he first question that…the Congressional staff asked us was whether we had the scientific manpower to do 

the work. In ’78-’79 I could not, without hesitation, say there are many scientists waiting to work on good 
scientific leads.  We had to have a number of productive investigators working on promising leads to convince 
Congress that an investment in Alzheimer’s disease would produce viable results, and that this area of science 

could make reasonable progress…The key elements in building a successful national program of research was 
the presence of a critical mass of scientists interested in this area and the possibility that a credible scientific 
story would emerge (Ibid).” 

 Khachaturian, in other words, emphasizes the need to mobilize scientists to convince 
Congress, as well as other scientists at the NIH, that Alzheimer’s was a viable object of 
research, and that investing collective resources in the disease would produce useful results. 

 When read together, Khachaturian’s narrative, as well as Butler’s and Katzman’s, 
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amplify a few themes in particular. To begin with, the three researchers articulate what David 
Cahan has described as an “imagined scientific community” within their stories about the 
efforts they respectively made to legitimize Alzheimer’s disease as an object of investment 
within the NIH and beyond. For Cahan, the concept of an imagined scientific community 
borrows from Benedict Anderson’s notion of an imagined community, which re-conceives 
the phenomenon of a ‘community’ in a more capacious, enveloping sense, and beyond its 
more limited iterations in the forms of, for example, individual, local, and/or scattered groups 
of people. In Cahan’s view, an imagined scientific community is not just a space in which 
people create new knowledge through cognitive and material exchange. It is, rather, a 
phenomenon that coalesces through the shared sense of belonging to a certain cultural or 
social group, and of having a shared identity (Cahan 2003, 325-6).  In this respect, Butler, 
Katzman, and Khachaturian have articulated an imagined scientific community of people, 
encompassing diverse divisions of the NIH, including the NIA, the NINCDS, and the NIMH, 
as well as the Congressional legislators who fund the NIH. This community has been 
delineated and held in place by the collectively imagined identity that its members have taken 
up, which is a belief in the integrity of Alzheimer’s as a concrete and actionable disease 
entity. 

 Next, the colleagues envision a research community that is characterized and 
strengthened by its sizable numbers of scientists who are committed to studying Alzheimer’s 
disease. These scientists will supply the labor power necessary to make real progress, as well 
as the power of advocacy for recognizing the AD as a promising object of investment. 
Khachaturian, for example, speaks of the importance of gathering a “critical mass of 
scientists” to demonstrate the momentum that AD research had accumulated. For 
Khachaturian, this critical mass supplies not only the “scientific manpower” to make AD 
research successful, but it also provides the force of exhibition before Congress and 
prospective allies at the NIH as well. For his part, Katzman makes the case that “a majority 
of workers” recognize that senile dementia and Alzheimer’s disease are structurally identical, 
and that the two diseases ought to be treated as one and the same. The scientific community, 
Katzman implies, is unified behind the concept of AD, and the next logical step is for 
researchers affiliated with the NINCDS and the NIMH to fall in line with the NIA’s focus on 
Alzheimer’s. What is also particularly important is that this (imagined) mass of scientists 
arises from within the ranks of the NIH; all of the prospective allies that Katzman and 
Khachaturian target are affiliated with other Institutes under the NIH’s purview, as opposed 
to, for example, pharmaceutical or biotechnology companies in the private sector. It is the 
NIH, moreover, that furnishes the infrastructural resources to support this community of 
researchers, and their investigations into Alzheimer’s. 

 Third, Butler’s and Katzman’s narratives profile a research community that has 
converged around Alzheimer’s as a distinctive disease phenomenon, and as a condition that 
deviates unmistakably from what is imagined to be the trajectory of normal, age-related 
decline. In other words, the strength of the research community that Butler and Katzman 
envision is undergirded by the self-evidence, and authenticity, of AD as a clinical category. 
Butler, for example, affirms that AD is bounded enough as an object to have swayed the 
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“collective judgment of many in the scientific community” in favor of increasing funding 
from Congress for disease-specific research. Only when such research is adequately 
subsidized, Butler suggests, will real progress be made toward “unraveling the mystery of 
[Alzheimer’s].” Demarcated as a site of mystery, AD is cast as an especially meaningful and 
promising site of inquiry and revelation, around which those with knowledge have already 
mobilized. In Katzman’s letter, the ultrastructural hallmarks of AD have been robust enough 
to convince the research community, including clinicians, neuropathologists, and electron 
microscopists, that AD is a more ubiquitous category than it had been thought to be. To be 
clear, Katzman goes out of his way to acknowledge that the incidence of benign senescence 
may increase as the population ages; however, he emphasizes that Alzheimer’s disease is 
associated with “functional disability” and “increased mortality” that, from a clinical 
standpoint, signal something more insidious than the aging process alone. 

 In light of these themes, I first want to examine the figure of the ‘scientist’, which 
takes shape within Butler’s, Katzman’s, and Khachaturian’s narratives about the community 
in which they operate, in more depth. What is especially striking is the notion that, within the 
community these researchers envision, a considerable reserve of “scientific manpower” is 
available to carry out work on Alzheimer’s. This concept of manpower resonates throughout 
projections of a “majority of workers” and a “critical mass of scientists” who endorse the 
notion that senile dementia and Alzheimer’s are structurally identical, and that biomedical 
investigations into AD are promising enough to merit an increase in federal funding. The 
figure of the Alzheimer’s research scientist is likened to that of a “worker”, and is imagined 
as a source of “manpower”, in a manner that calls to mind an industrial-era, welfare state 
model of labor. The community of scientists performing such work, this characterization 
implies, is not oriented toward capitalist profit; rather, this labor is carried out in the service 
of the federal government and the greater society that shares its benefits. The figure of the 
research scientist as a federal worker appears, for instance, within a 1982 report released by 
the NIH, which evaluated the quality, efficacy, and efficiency of research carried out within 
the NIH’s intramural programs. The report reflected upon the emergence and growing 
potential of the so-called “biological revolution” that gained momentum during the 70s, and 
made a case for continuing the federal government’s support for basic biomedical research, 
which had been been sustained over the previous 40 years. In particular, the report outlined 
and emphasized the indispensable role that NIH-based researchers had played, not only as 
federal employees, but as advisers to the federal government:  

“Although the various legislative acts which gradually created the NIH are somewhat clouded by time, it seems 
likely that one reason for its creation is that the Federal Government frequently needs competent and unbiased 
scientific advice. Many times it turns to the National Academy of Sciences for studies and advice. Scientists at 

the NIH, however, represent a significant additional resource for advice needed by the Government. Intramural 
NIH scientists are a particularly good source of genuinely disinterested advice. Why?  

Because they: 1) cannot have any ties with industry; 2) do not engage in private practice (if they are 
physicians); 3) are not recipients of grants or contracts; 4) as employees of the Federal Government, have 
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loyalty only to it.  

Hence, we conclude that one reason the NIH was established by the Federal Government was to have an 
independent, unbiased base in the Government itself.”   4

 Here, the report casts the scientific community at the NIH as an appendage of the US 
federal government, and more importantly, as a vital resource of “competent and unbiased 
scientific advice”. The document, moreover, articulates a fantasy of the scientist-as-federal-
worker as a kind of “modest witness”, or a figure who impassively observes phenomena in 
the natural world, with a disinterested eye, and whose orientation toward the world is, to 
borrow from the language of the NIH report, ‘independent’ and ‘unbiased’ (Haraway 1997, 
23-5). The report’s profile of the scientist-as-federal-worker also provides historical and 
structural context for Butler’s, Katzman’s, and Khachaturian’s narratives about the presence 
and potential of a mass of scientific workers dedicated to Alzheimer’s research. The 
scientists’ testimonies, moreover, convey ideals and expectations for the AD research 
community that resonate with what Melinda Cooper has outlined as a welfare state model of 
biopolitics: For Cooper, the biopolitics of the mid-20th century-era, New Deal and welfare 
state are organized around the promise of taking charge of the worker’s body and livelihood, 
in exchange for the labor that the worker generates. The welfare state, in other words, 
promises to protect the life of the laborer, and the reproductive life of the nation, by 
redistributing the fruits of national wealth to all citizens, from the beginning of life to the 
end, and by mutualizing the biological in the service of the collective life of the nation. 
Importantly, social state economics are driven by the principle of mediated growth, through 
institutional measures designed to insulate the family wage from the vagaries of the market 
(Cooper 2008, 7-11). The NIH-affiliated scientific worker, moreover, fills the prototype of 
the laborer under the conditions of the welfare state by maintaining distance from industry, 
and from the trappings of private practice, grants, and contracts, in favor of a Cold War- era 
kind of loyalty to the US federal government, and to the well-being of the nation at large. In 
short, this figure of the scientist is envisioned to dispassionately seek the truth, and to labor in 
the service of the NIH, the national government, and the greater society that such labor is 
invested in maintaining and improving.   

 Butler, Katzman, and Khachaturian, that is to say, imagine an Alzheimer’s disease 
research community that is defined by the infrastructures, and by the epistemic and social 
goals of the NIH. On a broader scale, this “critical mass of scientists” investigating 
Alzheimer’s and age-related illnesses, bolstered by its vast “numbers of projects” and sheer 
force of “manpower”, is perceived to be enmeshed within the welfare state society that the 
NIH has historically been dedicated to reproducing. The AD researchers’ figurations of the 
mid-20th-century scientist as a public servant call to mind the NIH’s history as an institution 
that greatly expanded in the New Deal-era 1930s, beyond its origins as the National Hygienic 
Laboratory, in order to facilitate research on all disease areas affecting the US population. In 
1930, the National Hygienic Laboratory was renamed as the National Institutes of Health, 
and in 1937, the NIH incorporated the National Cancer Institute, prior to having its Bethesda, 
MD- based campus dedicated by Franklin Delano Roosevelt in 1940. The Division of 
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Research Grants was established in 1946, and the Clinical Center, which was committed to 
the study of human disease, became functional in the early 1950s. The NIH continued to 
expand through the 1970s to include, for example, the National Institute for Child Health and 
Human Development (1962), and the National Institute for Environmental Health Sciences 
(1966).  Importantly, this mid-century period also witnessed the establishment of two of the 5

institutes that provided Katzman and Khachaturian with the infrastructural support and labor 
power necessary to build and popularize Alzheimer’s as an object of investigation: the 
National Institute of Mental Health was founded in 1946, and the National Institute for 
Neurological Disorders and Stroke was founded in 1950. The National Institute for Aging, 
for which Butler served as the inaugural director, was approved by Congress in 1974, and 
began operations in 1977.   

 In considering the Alzheimer’s researchers’ narratives about their community’s work 
and objectives, then, it is important to bear in mind the operations of the NIH that were 
integral to the national public health programs of the post- WWII era of the 1940s and ‘50s, 
and the Great Society-themed era of the 1960s. These historical periods saw major 
developments in federal- and state- supported efforts to build and strengthen a national 
infrastructure for public health: The passage of the National Mental Health Act in 1946 
formally established the NIMH, and authorized the new institute to finance training programs 
for mental health professionals, as well as for community-based mental health research and 
services. Titles 18 and 19 of the Social Security Act of 1966 established Medicare and 
Medicaid, respectively, which enabled federal payment for health services to the elderly, and 
authorized federal-state programs for the provision of health services to the poor. Federal 
funding for the institutionalized, mentally ill became available for the first time through 
Medicaid, which allow these services to expand in many states.  

 The Partnership in Health Act of 1966, and the Comprehensive Health Planning Act 
of 1967 provided federal funding for state and county activities in general health, home 
health, and mental health, as well as for neighborhood and community health centers.  The 6

multi-faceted public health campaigns of the mid-20th century were also driven by a growing 
concern with the social status, health, and quality of life of the aging and elderly in American 
society. In 1965, for instance, Older Americans Act earmarked resources to identify and 
effectively address the needs of older people. To this end, the Act supported a range of home 
and community-based services, such as nutrition programs, in-home care services, 
transportation, legal services, elder abuse prevention services, and caregiver support 
(Binstock 1991). Concurrently, the burgeoning fields of geriatric psychiatry and gerontology 
during this period reflected such concern for the health and welfare of the aging and aged 
(Ballenger 2009, 57 ). These fields captured Robert Butler’s attention as a newly trained 
psychiatrist in the early 1950s, and went on to be influenced by Butler’s scholarship and 
activism in the decades to come (Achenbaum 2013). 

 In order to establish an institutional identity for the NIA in the mid 1970s, however, 
Butler worked to build a collective of researchers that embraced the questions, methods, and 
practical recommendations of emergent studies in the neurobiology of aging, and in 
particular, those which focused on Alzheimer’s disease. This community was enlivened by 
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the work of Butler’s colleagues at the NIH, Robert Katzman and Zaven Khachaturian, to 
build bridges between Institutes, and to promote Alzheimer’s as an especially promising 
object of biomedical research. Katzman, to recall, played a pivotal role in orchestrating 
collaboration between researchers affiliated with the nascent NIA, the National Institute for 
Mental Health, and the National Institute for Neurological and Communicative Disorders and 
Stroke. For his part, Khachaturian worked to increase the number of Alzheimer’s-related 
project proposals that would be reviewed by the NIH, and if approved, would be carried out 
under the auspices of the NIA, which needed to cultivate legitimacy and an identity of its 
own among the Institutes.  

 Considered together, the three scientists’ narratives stake out an impression of a 
research community that is strongly invested in circumscribing AD as an object of 
biomedical investigation. Butler insists, for example, that Alzheimer’s, as a “specific 
disease”, must be popularized simply as a “household word”, rather than, for example, as a 
complex sociological problem that may be mitigated by structural enhancements and 
heightened cultural awareness to accommodate the needs of the growing elderly population. 
Butler’s insistence on the integrity of AD as a pathological disease category resonates with 
Khachaturian’s primary concern with recruiting researchers who are invested in the 
“neurobiology of aging and Alzheimer’s disease”, a stance which defines AD as a 
neurobiological issue by default. Here, Khachaturian speaks as the director of the Physiology 
of Aging branch of the NIA, which, under Butler’s direction, had received nearly half of the 
NIA’s training, contracts, and agreement funds by 1981. In addition, Butler’s and 
Khachaturian’s emphases on the bio-pathological underpinnings of AD fall in line with the 
rationale behind Katzman’s argument that Alzheimer’s and senile dementia are identical 
phenomena, in a material sense. After all, according to Katzman, both afflictions are marked 
by “atrophy of the brain”, and by “loss of neurons, neurofibrillary tangles, granulovascular 
changes, and neuritic (senile) plaques…” To boot, Katzman bases his claims on the findings 
of “recent ultrastructural and neurochemical studies”, which have convinced clinicians, 
neuropathologists, and electron microscopists of AD’s integrity as a disease phenomenon. 

 These renderings of AD as an organic pathology located in the brain, moreover, 
interpellate a community of Alzheimer’s researchers who are influenced, in part, by the belief 
systems and technologies of neuroscientific approaches to aging and dementia, spearheaded 
by a network of psychiatrists and neurologists, which gained traction during the 1960s. These 
approaches to aging and age-related disease were spurred by the growth of the 
interdisciplinary field of the neurosciences during this time period, and by technical, 
conceptual, and organizational developments in various aspects of neuropathological 
research. Leading up to the decade, it had been especially hard to establish senility as an 
object of cutting-edge scientific and medical intervention, due to inconsistencies between 
clinical manifestations of the signs of dementia, on the one hand, and pathological ones, on 
the other. Previous studies had failed to repeatedly and predictably correlate the behavioral 
symptoms of dementia in subjects’ day-to-day lives, with what had been defined as the 
pathological hallmarks of dementia upon autopsy examination (Ballenger 2006, 81-2).  

 During the 1960s, however, new techniques were developed for studying the structure 
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and function of the brain, and for more rigorously correlating clinical dementia with brain 
pathology.  In Britain, for example, researchers strove to establish such a correlation using a 
combination of traditional histopathological techniques of light microscopy and statistical 
methods.  In the early 1960s, these studies focused on rating degrees of pathological damage 
to the brain, based on the presence of vascular lesions, cerebral atrophy, senile plaques, and 
neurofibrillary tangles, and identifying patterns of correlation between these phenomena and 
clinical disorders at all stages of life. Other British studies, described in articles published 
between 1966 and 1970, strove to systematically follow their subjects from life to autopsy, to 
compare these subjects to controls with normal psychological exams, and to establish and 
standardize statistical methods of comparison (Ballenger 2006, 82-83). Alongside these 
efforts to establish a biological basis for senile dementia, researchers in the United States in 
the early 1960s began to apply the techniques of electron microscopy to explore 
manifestations and patterns of brain pathology.  

 Using electron microscopy, researchers already familiar with the workings of light 
microscopy were able to generate a finer-grained view of the biochemical properties of the 
plaques and tangles associated with neuropathy-based senility. More specifically, light 
microscopy was only able to yield clues to the biochemical presence of amyloid within 
pathological structures, based on their receptivity to dye that was used to stain tissue sections. 
Simply put, if two tissues reacted to the dye, then they were both presumed to contain 
amyloid plaques. In contrast, the electron microscope produced images of brain tissue at the 
‘ultrastructural level’, which allowed researchers to differentiate between the morphological 
appearance of amyloid, on the one hand, and that of another kind of tangle, on the other. In 
addition to the kinds of ultrastructural images it was able to produce, electron microscopy 
prompted researchers to hypothesize about the roles that senile plaques and neurofibrillary 
tangles played in the degeneration of brain tissue, and the disruptions that these substances 
caused in the biochemical process of neurotransmission (Ballenger 2006, 87-89).  

 It was against this backdrop of developments in the neurosciences that Katzman wrote 
his letter to the Archives of Neurology in 1976, synthesizing recent findings that Alzheimer’s 
and senile dementia were structurally identical, and sounding a warning that AD might be a 
major cause of death in the US. In his letter, Katzman calls upon an Alzheimer’s research 
community that had already begun to mobilize, but that had yet to fully gel around a shared 
concept of AD as a concrete and actionable biomedical entity. This community had begun to 
materialize by the early 1970s among neuroscientists engaging Alzheimer’s at the 
ultrastructural and biochemical levels, and among those at the NIH who were willing to 
commit infrastructural resources toward investigating AD.  Katzman’s letter, moreover, 
hailed a growing collective of researchers who had taken an interest in Alzheimer’s disease in 
the late 1960s, particularly in the wake of an AD-themed symposium that was convened by 
the CIBA/Novartis Foundation in 1969. The symposium featured lively discussions and 
debates about AD etiology at the ultrastructural level, as viewed through the technologies of 
electron microscopy and micrography. These exchanges lent themselves to the possibility 
that a concrete theory of Alzheimer’s disease etiology lay on the horizon, somewhere amid 
the newly visible mass of neurofibrillary tangles and twisted tubules (Ballenger 2006, 89-90). 
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The stakes involved in such a theory were especially high, because if the dynamics of disease 
causation were firmly established, then the prospect of developing drug therapies for 
symptoms of AD would become all the more feasible. In other words, a host of possibilities 
for practical intervention would open up. 

 Along this vein, Katzman’s letter also hailed a growing contingent of researchers who 
were invested in the neurotransmitter, acetylcholine, as a possible site of drug-based action to 
mitigate symptoms cognitive decline associated with Alzheimer’s. This line of investigation 
was particularly significant, in that it propelled a boom in Alzheimer’s research in the 1980s 
aimed at finding the most efficient and effective way to manage acetylcholine levels in aging 
subjects. As a neurotransmitter, acetylcholine was (and is still) recognized to be a chemical 
released by nerve cells to send signals to other cells. Researchers were interested in the 
potentially harmful effects brought about by low levels of acetylcholine, as proposed through 
the ‘cholinergic hypothesis’ of Alzheimer’s disease: The hypothesis suggested that 
deficiencies in acetylcholine (and the ‘cholinergic’ functions that it performed) could cause 
disruptions in cognition and memory consistent with AD, due to the death of a specific group 
of neurons. By the 1960s, the decade before Katzman wrote his letter, the relationship 
between acetylcholine levels and memory (loss) had already been well-established.   7

 In 1974, researchers at Northwestern University explored the relationships between 
cholinergic function, memory, learning, and aging, and reported that the degrees scopolamine 
-induced (and thus temporary) cognitive decline in younger subjects was similar to that in 
elderly subjects (without scopolamine). In 1977, researchers in the United Kingdom reported 
signs of cholinergic deficit within post-mortem brain tissues of subjects diagnosed with 
Alzheimer’s, and subsequently made a case for associating the cholinergic deficit with 
“senile dementia of the Alzheimer’s type”. In the early 1980s, researchers at Johns Hopkins 
University reported that they had found an anatomical correlate for the cholinergic deficit, 
which showed up in the destruction of a specific population of neurons in the basal forebrain. 
The discovery of this lesion in the forebrain was hailed as especially important, because it 
circumscribed AD pathology within a specific region of the brain, and identified the chemical 
cause (Ballenger 2006, 92-6). At this point, it seemed increasingly possible that a drug could 
be developed to preserve memory and learning capacity in elderly subjects, by targeting the 
cholinergic function and preserving healthy levels of acetylcholine in the brain. The 
cholinergic hypothesis dominated the trajectory of biomedical research on Alzheimer’s 
during the 1980s, and the first FDA-approved drug for AD symptoms, tacrine, which was 
released onto the market in 1993, was aimed at preserved cholinergic function.  

 In a practical sense, Katzman’s letter was instrumental in assembling a community of 
researchers, within the NIH, who were committed to circumscribing Alzheimer’s disease 
pathology as being distinct from the ‘normal’ course of aging, as well as from other 
disorders. To recall, one of the key themes in Katzman’s letter, along with its emphasis on the 
organic locus of AD within the brain, was its insistence that “benign senescent forgetfulness”, 
on the one hand, and AD on the other, were entirely two distinct phenomena; whereas some 
loss of cognitive ability was to be expected with advancing age, the symptoms of 
Alzheimer’s, Katzman maintained, told of another order of neurological pathology. This 
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move to delineate the pathological specificities of AD was replicated through efforts, 
coordinated among the branches of the NIH, to establish AD’s pathological characteristics. 
Following his letter’s publication in 1976 in the Archives of Neurology, Katzman, along with 
the neuroscientist Robert Terry (who was also invested in ultrastructural approaches to 
Alzheimer’s, and had presented at the 1969 CIBA/Novartis Symposium), sent a copy of the 
letter to the director of the National Institute of Neurological and Communicative Disorders 
and Stroke, Donald Tower (Fox 1989, 76-7).  

 In addition to sending the letter, Katzman and Terry requested Tower’s help in putting 
together what became the the Workshop Conference on Alzheimer’s Disease, Senile 
Dementia, and Related Disorders in 1977. Tower agreed, and brought in Robert Butler, as the 
director of the NIA, as well as Bertram Brown, the director of the National Institute for 
Mental Health, to make their institutes co-sponsors of the event. The workshop-conference 
sought to gather everyone who was doing significant biomedical research on Alzheimer’s at 
the time, and set up three working committees to devise a set of recommendations for future 
research on AD etiology, pathophysiology, epidemiology, and nosology. The final report from 
the committees emphasized the distinction between cognitive deterioration associated with 
normal aging, and “senile dementia of the Alzheimer’s type”. In 1980, the NIA sponsored a 
task force on the issue of delineating AD’s pathological and clinical characteristics from 
those of other treatable and reversible conditions, such as depression, and in 1983, the 
NINCDS and the Alzheimer’s Disease and Related Disorders Association sponsored a 
working group to establish rigorous criteria for diagnosing AD, which included 
recommendations for changes in diagnostic procedures to exclude other possible causes of 
dementia (Ballenger 2006, 105-7). 

 Up to this point, I have examined the testimonies of Robert Butler, Zaven 
Khachaturian, and Robert Katzman, all of whom played a role in establishing Alzheimer’s 
disease as an object of research at the NIH during the late 1970s and early 1980s. I have 
asked how these scientists have thought about, and imagined, the Alzheimer’s research 
community that they helped assemble. The community they imagine, I have found, has 
certain psychic and structural features: This community is based within the infrastructural 
support system of the NIH, and is funded by the US federal government; next, the 
Alzheimer’s research scientists who populate this community in the late ‘70s and early 1980s 
are perceived to be dutiful and impassive federal workers, whose labor benefits the public 
health and wellbeing of the nation; finally, the community is especially invested in exploring 
and defining AD as an organic pathology that is distinct from both the normal course of 
aging, and from other cognitive and affective disorders. This definition of Alzheimer’s is 
based on its ultra-structural underpinnings, and most importantly, broaches the possibility of 
developing drug-based therapies for the disease. 

 In the second half of this chapter, I ask how the narratives about this Alzheimer’s 
research community are similar to, and different than, those regarding another community 
that has materialized at the beginning of the 21st century, which is that of the Alzheimer’s 
Disease Neuroimaging Initiative. How, moreover, is the latter community imagined? How is 
it held together? How is Alzheimer’s conceived and acted upon? More broadly, what do these 
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narratives reveal about the historical specificities of AD research taking shape more than 20 
years after AD took root at the NIH?  

Alzheimer’s Research by Public-Private Partnership in the Early 2000s 

  

 In the early 2000s, one of the most pressing questions in Alzheimer’s research had to 
do with the effectiveness (or lack thereof) of drug therapies, and whether such treatments 
were disease-modifying, or merely eased the symptoms of the disease. This question 
undergirded the rationale of the ADNI, which was launched in 2004, and has continued 
operations to the present day. When the ADNI began, clinical and neuropsychological 
outcome measures used in clinical trials could not reliably distinguish between the two 
outcomes, which made it more difficult to successfully develop disease-modifying drugs. The 
ADNI’s fundamental aim, moreover, was to identify the processes in the brain associated 
with AD, using neuroimaging technologies and cerebrospinal fluid biomarkers, combined 
with clinical tests. The study sought to develop the most accurate biomarker, or combination 
of biomarkers, to identify the progression of the disease in its earliest stages (Jones-Davis 
and Buckholtz 2015, 860). In 2015, ADNI investigators at the NIH published a review of the 
ADNI’s impact on AD research, emphasizing the significance of the project’s public-private 
partnership-based infrastructure, its growing central database, and its expanding inventory of 
biomarkers: 

“…Many would agree that the current Alzheimer’s disease research landscape owes a great debt to one of the 

first and largest AD research collaborations among the government (NIH), pharmaceutical companies, and non-
profit organizations- the Alzheimer’s Disease Neuroimaging Initiative (ADNI)…The impact of the ADNI on the 
field of AD research- both at the basic and clinical level- is undeniable. A groundbreaking approach to AD 

research, ADNI is providing the global scientific community with high-quality data to address critical questions 
about the development and progression of the disease. Over the past 10 years, ADNI data has transformed how 
the research community views Alzheimer’s disease. Pre-clinical changes in biomarkers measured by ADNI, 
have demonstrated earlier and earlier pathological changes in the brain prior to the onset of symptoms, 

affirming the recognition by the research community that AD onset occurs decades prior to symptoms. This 
change in viewpoint has had several resultant effects, including a shift in focus to prevention vs. treatment trials, 
and is also reflected in the NIA/Alzheimer’s Association Workgroup’s diagnostic guidelines for Alzheimer’s 

disease. And, in addition to the data it has contributed, the partnership itself has proved to be a valuable example 
of how public-private partnerships can work effectively (Jones-Davis and Buckholtz 2015, 861).”  

 Since 2004, the ADNI has coordinated the efforts of the NIH, multiple non-profit 
organizations, and nearly 30 stakeholders in the pharmaceutical, biotech, and biomedical 
imaging industries. Throughout the ADNI’s run, its data-sharing policy has compelled 
investigators to publish their ongoing results, regardless of whether their research is 
complete, within a communal database accessible to all of the project's stakeholders. The 
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policy also forbids researchers to make patent claims on the materials they publish. To be 
sure, the ADNI's policy has incurred resistance, especially on the part of some who are 
reluctant to give up ownership of data to others they fear may misuse or misinterpret it. Even 
so, such opposition has been answered by those who affirm the value of the rewards that may 
come of the communal approach to research, such as Jason Karlawish, an Alzheimer's 
researcher and ADNI participant at the University of Pennsylvania. Karlawish's response to 
skeptics, moreover, is to “get over it.”     8

 Sharing Karlawish’s sentiments, others among the ADNI’s leadership ranks have 
elaborated on the rationale that led researchers to commit to conditions that may have 
initially made them uncomfortable. The director of the ADNI's Biomarker Core at the 
University of Pennsylvania, John Trojanowski, has emphasized the importance of a shift not 
only in research practices, but in collective values within the scientific community, in making 
the project possible. Touting the value of a collaborative approach to Alzheimer's, the 
neurologist reflected upon the ADNI’s launch for a 2010 feature story about the success of 
the project's data-sharing practices in the New York Times. He remarked, “It was 
unbelievable. It's not science the way most of us have practiced it in our careers. But we all 
realized that we would never get biomarkers unless all of us parked our egos and intellectual 
property noses at the door and agreed that all of our data would be public immediately.”  9

Elsewhere, Richard Hodes, the director of the National Institute for Aging, praised the ADNI 
in 2004 for being “an extraordinary pooling of talent and resources toward a common goal- 
delaying or preventing Alzheimer's disease.”   10

 At first blush, two things stand out about the ADNI investigators’ narratives about the 
research community in which they participate. To begin with, the affect generated within 
these narratives about the ADNI community is markedly forward-looking. According to the 
NIH’s impact statement, the ADNI is “one of the first and largest” public-private, 
collaborative enterprises in AD research, and one that has been truly “groundbreaking”. Here, 
there is a palpable air of optimism and even giddiness over the ADNI community’s 
monumentality as a development within the AD research landscape. This sense of excitement 
for the future sharply contrasts Robert Butler’s reference to the sober-sounding, “collective 
judgment of many in the scientific community” while trying to convince Congress to 
increase funding for AD research in the early 1980s; this bubbly vibe also contrasts the 
fearful sense of alarm that Katzman raises in calling Alzheimer’s disease “a major killer” in 
his 1976 letter to the Archives of Neurology. The ADNI, the NIH’s impact statement implies, 
has already achieved a degree of progress that can only be described in superlative terms, but 
at the same time, these terms promise future developments that will have been 
unprecedented, at the time of their ever-anticipated unfolding. It is also important to point out 
that the strength of the ADNI community derives, the impact statement suggests, from the 
financially speculative orientation of its public-private collaborative framework. Moreover, 
as “a valuable example of how public-private relationships can work effectively”, the ADNI 
is expected to engender further, even more groundbreaking research efforts undergirded by 
its capital-intensive infrastructure and market-friendly values. 
 In addition, instead of describing members of the community in industrial-sounding 
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terms that emphasize their strength in “numbers”, their “mass”, or their “majority”, narratives 
about the ADNI describe the community in terms of its affective qualities and attributes. The 
strength of the ADNI community, moreover, materializes through its members’ recognition of 
the importance of “[working] together”,  “pooling…talent”, “[jelling]” with others, and 
jettisoning “ego”-driven concerns with intellectual property rights in order to make progress 
toward identifying biomarkers for Alzheimer’s. As Karlawish suggests, the ADNI community 
is strengthened, and even defined, by a collective gut-check at the prospect of forfeiting 
claims to ownership over data, and by the act of having “[gotten] over it.” It is as though the 
labor the scientists perform generates not only a material product, in the form of biomarkers 
for AD, but an immaterial product as well, which is a feeling of oozy, free-flowing 
communality, as well as optimism fostered by such an atmosphere of good will among the 
ADNI’s partners. This aggregate of humanistic qualities and feelings- of selflessness, of 
amicability, of generosity, and of resolve- has allowed the ADNI to put together what Hodes 
calls an “extraordinary pooling of talent and resources”, which has exceeded previously 
established parameters of ordinary and rational working relations, and pushed the boundaries 
of possibility itself. 
 This spirit of community-oriented generosity, which acts as a glue binding the 
ADNI’s partners together, also contrasts the affect projected by the Alzheimer’s researchers 
affiliated with the NIH in the late ’70s and early ‘80s in another respect. The latter collective 
of researchers, to recall, defined their community by its potential to mobilize sizable numbers 
of “workers” in order to convince Congress and other scientists at the NIH that research on 
Alzheimer’s was worthy of federal subsidies, and increased “manpower” within the NIH. To 
be sure, one could argue that the modest but hard-laboring affect of the mid-century 
industrial worker projects an ethics of selflessness as well, which resonates with the vibe of 
the ADNI community. However, these patterns of affect also differ significantly: Whereas the 
researchers affiliated with the NIH in the ‘70s and ‘80s project a sense of community based 
on commitment to mid-20th century-era service to the nation’s welfare state, the ADNI’s 
researchers project a sense of community that is based on a shared, affective commitment to 
each other. 
 Considered together, the ADNI’s narratives create an impression of a scientific 
community that is held together by seemingly asymmetrical values: The ADNI’s scientists 
project a stance toward Alzheimer’s research that is giddily speculative, and that reflects 
values consistent with the market-friendly orientation of public-private partnerships and 
product development. At the same time, however, the scientists convey a culture that 
outwardly prioritizes communal gains over private ones, and that even appears to prioritize 
human relationships among science and business partners in the ‘Alzheimer’s enterprise’ 
over the the actual products of research and development.  
 In order to make sense of the ADNI community’s affective life, it is helpful to take 
stock of some of the technological and political transformations that had, in fact, already 
begun to remake the biomedical research landscape within which the possibilities of drug 
therapy for Alzheimer’s began to take root among researchers at the NIH in the early 1980s. 
To this end, Kaushik Sunder Rajan’s notion of ‘biocapital’ is a useful critical framework that 
operates on multiple levels: On one level, biocapital aims to account for the historical shifts, 
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unfolding since the late ‘70s and early ‘80s, within which the life sciences have become 
increasingly articulated in the form of the information sciences; capitalism has become 
naturalized as an hegemonic political formation; and the life/information sciences and 
capitalism have grown increasingly embedded within one another. Within this framework, 
the growth of biotechnology has been inextricable from contemporary capitalist enterprise 
(Rajan 2006, 3-4). In practical terms, these transformations resonate through the ADNI’s 
objective of building an information database of biomarkers for Alzheimer’s risk for partners 
in the pharmaceutical, biotech, and bio-imaging industries, in order to expedite the 
production of capital in the form of diagnostic tools for Alzheimer’s, and even preventative 
drug compounds. 
 On another level, however, biocapital aims to account for the contradictions built into 
so-called capitalist ‘market logic’: On the one hand, market logic is a pattern of rationality 
that values efficient production, competition, and the generation of surplus value; on the 
other hand, such logic is defined by its very capacity to defy predictability, by (outwardly, at 
least) veering away from such tenets, and by embracing values that appear to exceed 
capitalist imperatives. These values may include a commitment, for example, such as the 
ADNI’s, to a kind of ‘human-centered’, rather than ‘profit-centered’, mode of doing science, 
and/or by the ADNI’s commitment to pooling talent for the ‘common good’ of furthering AD 
research, as opposed to private, IP-driven gain. For Rajan, market logic is always potentially 
illogical, given its capacity to flexibly adapt, and to integrate such ‘non-capitalist’ values. In 
addition, market (il)logic operates through the incessant production of symbolic, affective 
forms of capital. In other words, the ADNI’s simultaneous commitments to producing tools 
for diagnosing Alzheimer’s more acutely, but also to creating a community built upon mutual 
acts of generosity, profit-sharing, and optimism for the future, reflect the production of forms 
of capital that are both material and affective, or feeling-driven (Rajan 2005, 47-59).   
 As an interpretive tool, the concept of biocapital lends itself to an engagement with 
the historical dimensions of the ADNI community’s concoction of values, including its 
speculative, market-savvy orientation, as well as it culture of generosity and self-sacrifice. To 
begin with, the ADNI’s public-private infrastructure inexorably reflects the capital market-
oriented values prioritized as a condition of doing scientific research in the US, since the 
early 1980s, toward the end of the Cold War. More specifically, a battery of legislative 
measures passed during the early ‘80s, encouraging the establishment of partnerships 
between the federal government, on the one hand, and biotech enterprises, on the other. 
These measures were designed shore up US economic competitiveness on a global scale, by 
capitalizing bioscientific and biotechnical developments under the purview of an expanding 
regime of intellectual property rights. The Stevenson-Wydler Act (PL 96-517) of 1980, 
created mechanisms for technology transfer, and made technology transfer a central part of 
laboratories’ research and development functions. (Bagur and Guissinger 1987, 52). The 
Bayh-Dole Act (PL 96-480) of the same year enabled small businesses and non-profit 
organizations to claim title to technologies developed under contract with federal agencies. 
The act also facilitated the development of entrepreneurial partnerships between academics, 
venture capitalists, and private sector start-up companies (Ibid). Beyond merely 
commercializing science, these measures were designed to expand the operations of 



!35
economic productivity to encompass the domains of genetic, cellular, and microbial life, 
remaking life itself as an engine of capitalist accumulation through the entrenchment of a 
global IP and patent regime (Cooper 2008, 15-50). This approach to economic growth took 
shape as a strategy for mitigating the effects of the financial crisis of the 1970s, the latter of 
which was driven by successive oil shocks, rising costs to the manufacturing industries, and 
the expansion of foreign money markets that attracted surplus dollars from American 
multinationals (Cooper 2008, 21).  
 Amid these pressures, the life sciences became sites of both epistemic and financial 
market productivity, in the last quarter of the 20th century. In practical terms, instead of 
generating surplus value only through the mechanisms of mass industrial production, for 
example, a pharmaceutical company could lay claim to (patentable) invention occurring at 
the level of molecular activity. The capitalization of biological products has been driven at 
once by the consolidation of all aspects of the commercialization life itself within a few, 
major multinational corporations, and by perennial expansion into new markets, which has 
facilitated partnerships between such corporations, and small biotech startups. These 
partnerships have also depended upon financial investment, in the form of venture capital and 
its built-in calculations of future profits, to a far greater extent than did industries operating 
according to Fordist models of production (Cooper 2008, 23). More broadly, the 
transformation of the life sciences into sites of capitalization has engendered a shift in the 
rationalities and values of knowledge production, from the risk-averse uniformity and 
predictability of Fordist, national industrial production, to the high-risk volatility, speed 
(Fortun 2008), and contingency of scientific knowledge as global, competitive enterprise of 
the post- Cold War era. 
 Within this historical context, the ADNI’s partners’ commitment to science under the 
speculative conditions of an “extraordinary” public- private partnership sharply contrasts the 
visions expressed by the NIH-based Alzheimer’s researchers of the late 1970s and early 
1980s, of “scientific workers” laboring, en masse, to advance the federal government’s 
mid-20th century project of promoting the nation’s public health agenda. By the time of the 
ADNI’s unfolding in the early 2000s, the science of public health has been “enterprised up”, 
in Marilyn Strathern’s terms; in other words, the basic science underpinning the NIH’s 
research programs in mental health, gerontology, neurology, and even the molecular biology 
of the cholinergic hypothesis has been reconstituted up and beyond its previous contexts, into 
(potentially) capital market-friendly applications (Strathern 1992b, 35). 
 It is also important to note another rhetorical contrast: On the one hand, AD scientists 
at the NIH in the 1970s and early ‘80s characterized themselves as “workers”, and situated 
their labor within the imagined context of the welfare state. On the other hand, those 
affiliated with the ADNI do not refer to themselves as workers; rather, the term ‘work’ 
appears as a verb in Potter’s musing that, perhaps the ADNI’s projects were “important 
enough to get people to work together and coordinate in a way that hadn't been possible 
before.” ‘Work’ also appears as a verb in the ADNI’s 2015 impact statement, which lauds the 
project for providing a “valuable example of how public-private partnerships can work 
effectively.” Here, labor becomes removed from the body, capital-intensive, and even de-
humanized, as it is performed by “people” and “public-private partnerships” within early 21st 
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century visions, among Alzheimer’s researchers, of their community. Whereas the AD 
scientists of the late ‘70s and early ‘80s seemed to view themselves as a community of public 
servants, those affiliated with the ADNI seem to view themselves as interconnected devices 
in a high-activity, high-tech, high-finance research and development apparatus spanning the 
public and private sectors. 
 These contrastive narratives about the AD research community over the years reflect a 
shift toward the values and practices of translational research at the NIH, which gained 
momentum at the same time at which the cholinergic hypothesis offered the promise of 
therapeutic applications, particularly between the ‘80s and the mid ‘90s. This shift became 
especially palpable with Congress’ establishment of the Foundation for the NIH (FNIH) in 
1990, a 501(c)(3) not-for-profit organization designed to support the NIH, by raising private 
funds and facilitating public-private partnerships for scientific research. Since 2003, the 
FNIH has managed the ADNI’s funding from partners in the pharmaceutical and 
neuroimaging manufacturing industries, as well as from multiple non-profit organizations. As 
an enterprise situated between the NIH and a host of industry partners, the ADNI's genealogy 
can also be traced back to 1991, when the NIA launched the Alzheimer's Disease Cooperative 
Study (ADCS), which sought to recuperate drug compounds that were not under patent, and 
that had been either discarded or set aside by investigators in private industry. The ADCS laid 
the infrastructure for the ADNI's launch in 2004, by establishing a network of shared research 
protocols and results that linked efforts in the United States with those in Australia, Canada, 
Germany, the United Kingdom, and that also garnered support from the pharmaceutical 
corporations Eli Lilly, Eisai, and Pfizer. The imperative of speeding the application of basic 
research into therapeutic technologies for AD persisted into the early 2000s, but ongoing 
clinical trials for drug-based cures yielded paltry results. In 2004, alongside its launch of the 
ADNI, the NIH set into motion the Alzheimer's Disease Translational Initiatives, which 
provided federal grants to small-scale, private research enterprises in order to expedite 
innovation.  
 As the historical and structural context for the ADNI, the story of AD drug 
development in the 1990s and early 2000s is one of massive financial investments and 
modest gains amid persistent failure. During the 1990s, 60 new drugs targeting AD were 
estimated to be in development, with a handful having advanced to negotiations for FDA 
approval. Stakeholders estimated that the collective annual revenues from AD drugs stood to 
expand greatly, from the 300 million dollar figure garnered by Aricept, to 2 billion dollars 
annually over the next 5 years. In 1993, in the wake of collaboration with the NIH in 
exchange for exclusive patenting rights, Warner Lambert Co. acquired FDA approval for the 
first drug (tacrine) heralded to treat memory loss due to symptoms of Alzheimer's disease. 
Marketed as Cognex, Warner Lambert's product peaked at 65 million dollars in revenue in 
1996, but crashed and was removed from the market shortly afterward due to limited 
effectiveness, as well as reports of severe side effects, including liver damage. In 1996, two 
future ADNI collaborators, the Japanese pharmaceutical company Eisai, and the US-based 
company, Pfizer, partnered with one another to successfully bring the drug Aricept to market. 
As the second major AD drug to acquire FDA approval, Aricept did not pose the same threat 
of liver damage as its predecessor, and with 460,000 million Americans taking the 
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medication, it generated 300 million dollars in revenue in 1998. Even so, like Cognex, it 
proved effective only within a relatively small contingent of the population suffering from 
symptoms of the disease.  11

 However, by the early 2000s, the drug industry sagged into a trough. Traditional 
methods of research and development had begun to flag, for multiple reasons: First, the 
genomics revolution, spurred by the ‘completion’ of the Human Genome Project in 1998, 
was taking longer to yield effective products and their attendant returns than had been hoped. 
In addition, drugmakers at the time faced a wave of patent expirations that threatened to open 
the door to a flood of cheaper, generic knock-offs, which was a major cause for concern. 
Third, managed care policies among health care providers had begun to steer consumers in 
the direction of generics, in the interests of cost-containment. In the past, drugmakers could 
boost prices on their products in order to cover themselves during fallow development 
periods, but by the early 2000s, they were increasingly unable to afford to do so, because of 
generic competition. Although R and D spending among pharmaceutical companies had 
exploded during the 1990s, from 8.4 billion dollars per year in 1990 to 30.3 billion dollars in 
2001, the number of drugs approved by the FDA was actually on the decline. In 1990, 64 
new drugs were approved, whereas 2001 yielded only 52. In 2001, it was projected that drugs 
that were at the time generating over 30 billion dollars in annual sales in the United States 
stood to lose patent protection, as well as other forms of exclusivity, over the next four 
years.   12

 Within this setting of high-finance investments in drug therapies for AD, as well as 
costly losses, it is important to consider another point of contrast between the narratives 
about the ADNI’s research community, and those told by Alzheimer’s researchers twenty 
years before at the NIH. Whereas the latter group of scientists described their community as 
being centered around the (potential) production of drug therapies for AD, the ADNI 
community appears, within its impact statement, to be bound by commitment to data 
production and management. Moreover, instead of citing the Initiative’s progress in laying 
the groundwork for future drug development, the statement attests that the “ADNI is 
providing the global scientific community with high-quality data to address critical questions 
about the development and progression of the disease.” Furthermore, the ADNI’s impact 
statement does not cite the labor and expertise of scientists, such as electron microscopists, 
pathologists, and clinicians, in advancing AD research, as Robert Katzman does in his 1976 
letter; instead, the ADNI’s statement positions data itself as an agent within the process of 
knowledge production about Alzheimer’s, by affirming that, “over the past 10 years, ADNI 
data has transformed how the research community views Alzheimer’s disease.” This act of 
transformation has taken shape through the ADNI’s measurement of pre-clinical changes in 
biomarkers, yielding insights into pathological changes in the brain occurring in earlier and 
earlier stages prior to the onset of symptoms. The ADNI community’s data, the impact 
statement suggests, has shifted attention, within the AD research landscape, to efforts to 
prevent the disease, as opposed to continuing to invest time and resources into drug treatment 
trials. 
 It is also within this historical setting in the early 2000s, marked by the failure of drug 
therapies to prove effective, and to provide returns on investments, that the ADNI’s public 
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and private partners committed to a policy of open data sharing, in an outward turn away 
from the intuitive patterns of market logic. The ADNI’s scientists, after all, envision the 
strength of their research community to derive from collective willingness to jettison the 
pursuit of immediate private gain through intellectual property rights. To recall, Trojanowski 
recounts that the promise of developing universally recognized biomarkers for Alzheimer’s, 
which everyone would share, was enticing enough for the ADNI’s partners, including its 
pharmaceutical and biotech industry-based stakeholders, to refrain from impeding the free 
exchange of data with claims to IP rights on the data they respectively contributed. In 
Trojanowski’s words, “We all realized that we would never get biomarkers unless all of us 
parked our egos and intellectual property noses at the door and agreed that all of our data 
would be public immediately.” For William Potter, Eli Lilly’s representative at the ADNI 
table, the promise of establishing reliable biomarkers for Alzheimer’s by pooling data was 
perhaps “important enough to get people to work together and coordinate in a way that hadn't 
been possible before.” 
 Here, it is important to consider the implications of the ADNI’s simultaneous 
investments in biomarker-based data, and in promoting a culture of magnanimity through 
policy promoting pre-competitive, IP-free data exchange. Both investments reflect a shift 
into a mode of doing science which is based in the practice of what Vincanne Adams, 
Michelle Murphy, and Adele Clarke have described as “speculative forecast”, as opposed to 
the practice of science in the mode of “the actual” (Adams, et al. 2009). On the one hand, a 
science of the actual is grounded in the goings-on of the present moment. An example of 
such would be a clinical trial for a drug compound aimed at mitigating already-present 
symptoms of Alzheimer’s in subjects, in which the drug’s effectiveness were judged in a 
more- or- less immediate time frame. On the other hand, by focusing on biomarkers instead 
of drug therapies, the ADNI’s researchers have pivoted to engage Alzheimer’s on the register 
of statistical probability, early diagnosis, and risk management, in the absence of definitive 
knowledge of what AD ‘is’ in the brain, and against the backdrop of the ongoing failure of 
drug compounds to demonstrate meaningful effectiveness.  
 The ADNI’s operations, moreover, reflect a strategic concentration of resources 
upstream in the drug production pipeline that is at once anticipatory and market-savvy: 
Instead of troubleshooting potential drug therapies, the ADNI is designed to develop more 
sensitive tools, with the help of biomarkers, for its stakeholders to eventually predict whether 
a prospective drug therapy will be effective, in a future clinical trial. By pooling their 
respective data sets, the ADNI’s partners may use each other’s data to devise their clinical 
trials for potential Alzheimer’s drugs more strategically, thereby mitigating the risk and 
astronomical expenses involved in the clinical drug trial process. The ADNI’s communal 
database is designed, in part, to relieve its industry partners of the basic research part of R 
and D that demands resources, time, and labor. By equipping its industry partners with the 
resources to forgo basic research, the ADNI’s data sharing policy aims to allow them to more 
accurately winnow the field of drug therapy candidates around which they assemble their 
clinical trials, to more quickly abandon trials that fail to show adequate promise, and to 
design future trials for optimal success.  Partners within academia may increase their access 13

to technologies and resources from the federal government, and also from industry. This 
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access may be especially appealing for public institutions, within a landscape striated by 
austerity measures and budget cuts on federal and state levels. 
 It is within this context that the ADNI’s narratives of biomarker-based data production 
and management, and of exhilaration surrounding the initiative’s data-sharing policy may be 
located. The ADNI’s impact statement, as well as Trojanowski’s and Potter’s comments, 
interpellate a research community that is held together and enlivened not by the promise of 
developing a blockbuster drug therapy, but by the force of promises, in and of themselves. 
Biomarkers, that is to say, promise earlier and more accurate Alzheimer’s risk profiling not 
only for individual subjects, but for clinical trial populations who will be subject to testing 
for efficacy among different kinds of drug compounds. By optimizing trial populations, and 
calibrating their risk profiles with drug compounds being tested, biomarkers promise to 
accelerate drug development, as well as diversify the range of drugs on the market. In 
addition, biomarkers promise use-value in the development of more advanced diagnostic and 
eventually prognostic technologies vis-a-vis Alzheimer’s, which may eventually yield 
corporate patents more lucrative than the biomarker-based data upon which they draw. Here, 
biomarker-based data do not promise a science of substance, in the form of concrete findings, 
as much as the data promise future scientific practice in the mode of speed, efficiency, 
versatility, and profit, for the ADNI’s community members. Furthermore, the ADNI’s 
communal database promises the benefits of collective risk mitigation in the future for 
stakeholders across the public and private sectors. For stakeholders at the NIH, the database, 
and the partnerships that sustain it, provides insurance against cutbacks in federal funding; 
for corporate stakeholders, the database and partnerships promise insulation from the 
unpredictable gains of research and development, as well as from the vagaries of the market. 
For as much as the database provides a practical product for its stakeholders, it also provides 
an affective feeling of security and confidence in the future, based on the practice of 
collective investment, and the notion that “people are [working] together and [coordinating] 
in a way that hadn’t been possible before.”   
 In addition, these feelings are integral to the ADNI impact statement’s vision of the 
Initiative’s research community as being one that is strengthened by the promise of future 
relationships, between individual scientists, coalitions of scientists, and/or multi-scalar 
enterprises, that are as corporate as they are ‘human-centered’, and vice versa. These 
relationships, it is implied, will be enabled by a culture of giving and generosity that 
promises to permeate the Alzheimer’s research community worldwide. The statement, more 
specifically, inscribes the ADNI as a kind of benefactor that is “providing the global 
scientific community with high quality data to address critical questions about the 
development and progression of the disease.” The statement also shores up the ADNI’s status 
as a beneficent provider of resources to Alzheimer’s research efforts by affirming that “the 
current Alzheimer’s research landscape owes a great debt” to the ADNI for its 
“groundbreaking” contributions. By invoking the concept of “debt” that is owed to the 
ADNI, the statement not only positions the ADNI as a gift-giver, but suggests that this debt 
will be repaid in the form of future gifts, contributions, and perhaps most importantly, 
partnerships of value to AD research, by those who have benefited from the ADNI’s public 
sharing of data.  



!40
 In other words, the impact statement creates a profile of the ADNI research 
community as being one that is held together, but also expanded and remade by promises of 
future transactional, public- private relationships. More concretely, for example, the 
statement cites the usage of ADNI data within competitive data mining and analysis 
challenges related to Alzheimer’s disease, as testimony to the ADNI’s success:  

“In 2013, the Geoffrey Beene Foundation issued their Global Neurodiscovery Challenge to the general scientific 

community, funding prizes for analyzing gender differences in AD using publicly available datasets, including 
the ADNI dataset. Additionally, the Global CEO Initiative on Alzheimer’s Disease (CEOi), (a partnership 
amongst Fortune 500 CEO’s to accelerate AD prevention research) partnered with Sage Bionetworks, the 

Dialogue on Reverse Engineering Assessment and Methods (DREAM) Project, the Broad Institute, MD 
Anderson Cancer Center, and Rice University, to develop a DREAM challenge, to find novel predictive AD 
biomarkers, using the ADNI dataset as the ‘test’ dataset (Jones-Davis and Buckholtz 2015, 863).”  

  Here, the ADNI’s gift of data to the public domain has set into motion a host of 
partnerships that promise to remake the aims and horizons of the Alzheimer’s research 
community, though perhaps less so through the actualization of a game-changing therapy or 
predictive technology, than through the force of promises themselves- of productive 
competition, corporate partnering, and co-imagination. 

Conclusion 

 This chapter has asked how scientists working on Alzheimer’s disease have imagined 
the research communities to which they have sensed they belong, since the late 1970s in the 
US. I have taken a special interest in the different themes emerging within narratives told by 
scientists exploring AD at the NIH in the late 1970s and early 1980s, on the one hand, and 
those told by scientists carrying out the projects of the Alzheimer’s Disease Neuroimaging 
Initiative in the early 2000s, on the other. In my analysis, I have identified two significant 
shifts that have taken place over the past 40 years, in terms of how AD researchers perceive 
the scientific objectives, as well as the ethical expectations of the communities with which 
they affiliate themselves.  First, scientists from the earlier period of Alzheimer’s research 
seem to imagine themselves as a community of public servants, working under the auspices 
of the welfare state, and the nation’s public health agenda. Their narratives reflect an 
investment in a community of colleagues who are federal workers, who make progress as a 
“critical mass”, laboring in undifferentiated solidarity with one another, and whose affect is 
one of muted-ness and modesty. In contrast, the ADNI’s scientists appear to imagine 
themselves as entrepreneurs whose commitments lie not in the public health programs of the 
welfare state, but in their relationships and transactional partnerships with one another. Their 
affect is not one of impassivity, but of exuberance, and of demonstrative, even bombastic 
optimism for the gains in Alzheimer’s research that the future holds, undergirded by an ethics 
of ‘mutual generosity’, ‘sharing’, and prioritizing the common good over the pursuit of 
private gain.  
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 In addition, scientists from the 1970s and ‘80s tell the story of a research community 
that has mobilized around the concretization of AD as a distinctive and actionable biomedical 
entity, and around the emergent promise of a drug-based cure for the disease. In contrast, the 
ADNI’s scientists create the impression, though their narratives, of a community that has 
coalesced around the epistemic and capital market-oriented promises of biomarker-based 
data in the early 2000s. I have suggested that this investment in data, and more specifically, 
in a communal database to which all of the ADNI’s partners have access, reflects an 
investment not so much in the concrete, therapeutic or diagnostic technologies that the data 
may help assemble, but rather in the promise of future (corporatized) partnerships, and in the 
force of promises in- and- of themselves. I have argued that the thematic disparities between 
the two bodies of narratives about the AD research community speak to a shift that has 
occurred in Alzheimer’s research, since the late 1970s, from a ‘science of the actual’ to a 
‘science of speculative forecast’. This shift, I have shown, has taken shape through the US’ 
transition away from industrial modes of production, to the corporatization of the life 
sciences as engines of economic growth; through the reconfiguration of the NIH to enable 
high-tech, high-finance, market-friendly product development; through the strategic turn to 
risk management in the AD drug development process; through the normalization of public-
private partnerships as necessary structural conditions for AD research; and through the 
forward-looking, anticipatory affect that these developments have engendered in the 
beginning of the 21st century.   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2006, 51-2). In addition, Rajan has pointed out that individual pharmaceutical companies, acting own their own, lack the 
resources, in terms of funding and labor, to bring a drug to market, which is often a prohibitively expensive process 
(Rajan 2006, 45). By pooling data ‘upstream’ in the drug development pipeline, where patents aren’t as lucrative 
anyway, pharmaceutical companies mitigate risk while optimizing their investments. 
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Chapter Two: Slipping into Surplus (Health): Alzheimer’s Risk, Bioavailability, and 

Productive Uncertainties 

 This chapter continues to explore forward-looking values and practices in 
Alzheimer’s research in the early 2000s. More concretely, I continue to read some of the 
narratives from the Alzheimer’s Disease Neuroimaging Initiative (ADNI), which I began to 
examine in Chapter One, and this time, I focus on two things: The first is the representation 
of biomarkers, which are used to measure risk for AD, appearing in the journal articles that 
scientists working on the Initiative have produced. While engaging these renderings, I ask 
what is at stake in the ADNI’s project of developing “the ideal biomarker(s)” for Alzheimer's 
disease. Why are biomarkers important, and what kinds of value do they yield for AD 
scientists? Second, I focus on some of the ADNI’s guidelines for recruiting clinical trial 
subjects, which are aimed at expanding and diversifying the Initiative’s future population of 
participants. In doing so, I ask what kinds of ideals these guidelines project upon the clinical 
trial population for Alzheimer’s, and why this matters. Considered together, I ask how the 
ADNI’s guidelines for developing biomarkers and for recruiting test subjects have played a 
role in remaking the greater landscape of AD research.  
 This chapter has two parts. In the first part, I pursue a close reading of some of the 
ADNI’s published guidelines for developing the “ideal biomarker”. I suggest that the ideal 
biomarker’s value derives from its slippery quality, rather than from its stability as a marker 
of clinical truth about a subject’s body. Subsequently, I map the instability of the biomarker 
onto the emergence of the diagnostic category of Mild Cognitive Impairment (MCI). I argue 
that MCI, and its growing host of variations, operate as devices for producing surplus on an 
epistemic register (in terms of future knowledge, and knowledge of the future of a subject’s 
health), and on a financial register (in terms of future profits). In the second part, I turn to the 
ADNI’s guidelines for recruiting human subjects to its longitudinal studies for AD risk. In 
reading these guidelines, I explore how indeterminacy plays out on the scale of the ADNI’s 
recruitment protocols, values, and practices. I suggest that this indeterminacy is central to the 
inclusion of new kinds of people, as well as the production newly available bodily materials 
for AD, which stands to generate new forms of risk and vulnerability. I subsequently argue 
that these conditions of research are challenging the integrity of Alzheimer’s as a clinical 
category; in other words, Alzheimer’s is dissolving at the same time at which it is shored up 
as an umbrella for research on a global scale. 

Biomarkers, Surplus Health, and Mild Cognitive Impairment 

 In 2004, the ADNI’s objectives centered on developing better methods and 
instruments for diagnosing the progression of Alzheimer's disease, from its earliest to its 
most advanced stages. This emphasis on identifying the early stages of the 
pathophysiological processes of the disease stemmed from a larger, unresolved question in 
the early 2000s as to whether drug therapies were merely treating symptoms of the disease, 
or if they were actually intervening in disease pathology itself, the latter of which was more 
desirable. At the time, clinical and neuropsychological tests were thought to be insufficient to 
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confirm the actions of drug therapies within clinical trial subjects. So, the ADNI's 
development of biomarkers, which are bodily measures, aimed to determine what clinical 
tests could not (Jones-Davis and Buckholtz 2015, 861).  

When the project began, ADNI researchers sought to develop a particular group of 
candidate biomarkers for Alzheimer’s. In addition to high -profile markers such as levels of 
tau (tangles) and levels of beta-amyloid (plaques) in the brain, the ADNI's initial 
investigations centered on elevated levels of the amino acid homocysteine in blood, urine, 
and cerebrospinal fluid, which had been correlated with early stages of AD. Other biomarkers 
under scrutiny included levels of sulfatide in grey and white matter, the decreased amounts of 
which had been linked to mild cognitive impairment, and specific isoprostanes, the elevated 
levels of which had been linked to oxidative and nitrative damage associated with early- 
stage Alzheimer’s (Mueller, et al. 2005). Within the framework that the ADNI had adopted at 
its advent, a biomarker had at least five different uses: 1) It could be used to confirm a 
diagnosis; 2) it could be used for epidemiological screening purposes; 3) it could be used to 
perform predictive testing; 4) it could be used to monitor progression and response to 
treatment; and 5) it could be used to study brain-behavior relationships.   By developing a 1

broad and diverse range of biomarkers for AD, the ADNI aimed to do two things: First, it 
aimed to build a battery of increasingly acute diagnostic technologies for the disease; second, 
it aimed to facilitate the assembly of combinations of biomarkers in order to map as highly 
variegated of a terrain of risk as possible, on the scales of both individual subjects and larger 
populations.  
 In 2005, the ADNI's investigators published a report outlining the profile of the ideal 
diagnostic biomarker that they hoped to develop into a reliable and uniformly recognized tool 
for diagnosing and predicting Alzheimer's in its earliest stages. The marker should fulfill the 
following criteria, as a diagnostic instrument: 1) It “should detect a fundamental feature in 
the pathophysiologic processes active in AD”; 2) it “should be validated in 
neuropathologically confirmed AD cases”; 3) it “should be precise- able to detect AD early in 
its course and distinguish it from other dementias”; and 4) “the measurement of the 
biomarker has to be reliable, minimally invasive, simple to perform, and inexpensive.” 
 Further, the biomarker should fulfill three more basic criteria as a tool of prognosis: 1) 
“[T]he relationship between the biomarker and a disease parameter meaningful to the patient, 
e.g., cognitive function, should be clearly established”; 2) the biomarker “should be 
representative of the stage of AD at which the drug is supposed to have its maximal effect, 
e.g., if the drug effect is maximal during the preclinical stage, the outcome measure should 
reflect the disease process in the preclinical stage”; 3) the biomarker “should be 
representative of the supposed mechanism of action of the drug, e.g., a measure of amyloid 
burden if the drug is supposed to prevent amyloid accumulation (Mueller, et al. 2005, 57).”     
   The report is especially striking in its depiction of biomarkers as having paradoxical 
meanings: The markers simultaneously express both certainty and uncertainty with regard to 
the epistemic status of Alzheimer's disease. As indicators of certainty, they should detect “a 
fundamental feature in the pathophysiologic processes” that characterize AD, and they should 
be “precise” and positively instrumental in distinguishing AD in its early stages from other 
dementias. They should also represent the “stage of Alzheimer's” in which a drug is supposed 
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to have maximal effect, as well as the “supposed mechanism of action of the drug”. Here, 
Alzheimer's is an entity that unfolds in predictable organic stages, as is its drug therapy-based 
counterpart that acts upon it. In this respect, biomarkers constitute the disease's organic sign 
system, and act as the reliable signifiers through which the disease speaks and makes itself 
both known and knowable. Along another vein, the ADNI's report about finding the “ideal 
biomarker” for Alzheimer's disease imagines the body as a bio-scape with topographical 
features that lend themselves to the activities of mapping and marking. The promise of 
finding the “ideal biomarker” casts the body as an expansive black box (Latour 1987), the 
features of which may be mathematicized, spatialized, and visually examined parcel by 
parcel.  

Biomarkers, moreover, seem to allow for the suspension and mapping of the disease's 
temporal dimensions, throwing into relief the mechanisms of the disease in its multiple 
stages, as well as the effects of the (preventive) therapeutic drugs designed to be maximally 
effective at various stages.  What is especially compelling is that the time frames that are 
relevant to the ADNI have been extended to precede the actual clinical manifestation of 
Alzheimer's disease. With the help of biomarkers, the ADNI promises to locate signs of the 
disease before it has made itself visible in clinical terms. Consequently, the surface of the 
body that is available to intervention is broadened by the expansion of the time frame in 
which relevant diagnoses of the signs of disease can be made. The power and scope of 
biomedical vision, the report implies, has augmented to reach into the temporal domain of 
those clinical signs which have not yet manifested themselves, and/or in terms of disease 
pathology, that which has yet to have set into motion.  
 However, within the ADNI's report, biomarkers also work as placeholders for 
uncertainty, and as enablers of interpretive flexibility. This sense of flexibility is palpable 
within the grammar of the report's guidelines. For example, except for guideline #4, which 
stipulates that, “the measurement of the biomarker has to be reliable, minimally invasive, 
simple to perform, and inexpensive” [my italics], it is remarkable that the report articulates 
all of the other guidelines for the ideal biomarker in more conditional-sounding terms, by 
using the word “should”. In other words, the guidelines prescribe the qualities of the ideal 
biomarker, but they generally refrain from laying down a list of hard- and- fast imperatives. 
Consequently, the relationships between the biomarkers, as signs of the disease, and the 
disease itself, are slippery; a biomarker may approach the disease, but its proximity to the 
disease is never absolutely resolved.   
 What is important here is that the uncertainty for which the biomarker stands in is a 
fundamental condition of the ADNI, and of the scientific knowledge it produces. In the 
introduction to their report, after outlining their requirements for the ideal biomarker, the 
ADNI's investigators explicitly state that “there currently is no ideal biomarker that would 
fulfill all of these requirements.” Instead of focusing on isolating one transcendent 
biomarker, then, the ADNI aims to verify “a combination of currently existing neuroimaging, 
cerebrospinal (CSF) and blood biomarkers [which] can provide important complementary 
information and thus contribute to a more accurate and early diagnosis of AD (Mueller et al. 
2005, 55).” The figure of the biomarker necessarily varies in terms of its substance and form; 
it can take the form of a neuro-image, or of a sample of CSF or blood. Further, the biomarker 
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is most effective when deployed in “combinations”, in which conglomerates of biomarkers 
may “provide complementary information” to each other. In other words, a biomarker is a 
limited tool with which the ADNI's investigators hope to paint an impressionistic profile, at 
best, of Alzheimer's. This profile stands a good chance of morphing over time, from patient 
to patient, and between separate research projects all perhaps even under the umbrella of the 
ADNI. In fact, it must be able to do so, in order to adapt to, and to account for, the 
contingencies of differentiation among subjects and populations. 
 It is the limited and intrinsically flexible quality of biomarkers that makes them 
critical to the ADNI as an enterprise in risk management on multiple levels, one of which 
concerns the problem of disease etiology on the scale of an individual body, and the other of 
which pertains to the imperative of corporate growth as a condition of biomedical knowledge 
production. Moreover, biomarkers are meaningful tools because of their potential for 
proximity to Alzheimer's, and not because of their absolute significance as signs of the 
disease. In other words, they are instruments for assessing a trial subject's risk for developing 
the disease, if the subject hasn't already. In this sense, the ADNI's focus on developing 
biomarkers for Alzheimer's signals a turn to an investment in diagnostic technologies, as 
opposed to seeking primarily to develop drug-based antidotes to extant disease symptoms.  

This turn from symptom management to diagnostics goes hand-in-hand with the 
production of what Joseph Dumit has critically described as a “surplus of health” (Dumit 
2012a, 17 and 2012b). The latter refers to the reconfiguration of health as an assemblage of 
concepts and practices of risk reduction, which reinscribes healthy subjects as subjects- at- 
risk by lowering the level of risk necessary in order to be considered at-risk. This framework 
bypasses the binary opposition between categories of health and sickness, by making 
“patients-in-waiting” out of subjects who may seem outwardly healthy, but who have the 
potential to become ill. Consequently, health is not an entity to be restored by medical 
intervention, to the point at which intervention is no longer necessary. Rather, it is to be 
cultivated and grown, not only on the scale of an individual patient's body, but on the larger, 
transnational scale of competitive pharmaceutical market share. A surplus of health grows 
through multiple actors' investments in maximizing the number of medicines that the largest 
possible number of patients-in-waiting may consume, for the longest amount of time, 
(theoretically) in order to reduce everyone's risk of succumbing to illness. As surplus, health 
becomes a form of capital to be promised, managed, optimized, and exchanged for future 
health through practices of risk reduction. Healthier living necessarily entails consuming 
more medication, in the interests of preventing illness. 
 By building a robust battery of biomarkers for Alzheimer's disease, then, the ADNI 
not only diagnoses risk in individual subjects, but it multiplies the risk factors associated with 
AD through its clinical trial operations. In doing so, it generates a surplus of health by 
broadening the window of potential for Alzheimer's to manifest itself within bodies -at -risk, 
and for the NIH and its partners in the private sector to develop therapies to reduce and 
manage such risk. More broadly, the ADNI 's usage of biomarkers as (potential) diagnostic 
devices reproduces a larger-scale pattern of growing and managing health through predictive 
and preventive research. In part, investments in preventive research reflect a pattern of doubt 
that has bedeviled attempts to consistently determine the mechanisms of disease pathology. 
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The push to identify biomarkers for Alzheimer's disease gained traction in the late 1990s and 
have burgeoned through the 2000s amid an impasse in AD research, particularly in the field 
of genetics (Lock 2006, 68).  
 Despite sustained investigation into the genetic factors involved in AD, and an 
increase in knowledge of the molecular mechanisms associated with the disease, remarkably 
spotty progress has been made as of yet to establish solid causal chains for AD.  Although 
extensive efforts have been made, in concert with developments in the Human Genome 
Project, to map the indicators of genetic susceptibility to AD, much of the research (which 
has focused on the role of the APOE gene as a pathway to disease) has been inconclusive. A 
review by a team of geneticists in 2004 of extant literature on Alzheimer's disease reported 
that, “while the genetic association per se [of APOE with AD] has been extremely well 
established over the past decade, there is no consensus as to how this association translates 
patho-physiologically (Lock 2006, 72).”  
 Failure to make definitive progress toward understanding the genetic risk factors for 
AD, and developing reliable drug therapies, has motivated researchers to retrain their efforts 
on early detection, prediction, and prevention by using biomarkers. By pushing the time span 
of surveillance back to two or three decades prior to the clinical onset of dementia, 
researchers have re-focused their attention on middle- aged or even younger subjects who 
may exhibit signs of dementia in its “pre-clinical”, or “pro-dromal stages”. In doing so, 
researchers have created new subtypes of patients: Those who are aging normally, and those 
who show signs consistent with the category of “mild cognitive impairment (MCI)” (Lock 
2006, 70). This expansion of the temporal window of surveillance has created a spectrum of 
categories, including those who “convert” from MCI to AD; those who do not convert; and 
those who already show signs of full-blown AD. Over the decade- and- a- half or so of its 
operations, the ADNI has focused on refining the parameters of MCI as a diagnostic 
category. In 2004, the ADNI-1’s longitudinal studies aimed to produce clinical and imaging 
data for over 800 trial subjects representing three major categories, including elderly 
controls/those diagnosed as cognitively normal, those with MCI, and those with Alzheimer’s.  

In 2009, funds from the American Recovery and Reinvestment Act supported the 
ADNI-Grand Operations (GO) phase of the initiative. Over a two- year period, the purpose of 
the ADNI-GO was to recruit 200 additional subjects who had been diagnosed with the new 
categories of early MCI (EMCI), as well as late MCI (LMCI), which helped bridge gaps 
between control subjects and those diagnosed with more amnestic stages of MCI. The ADNI-
GO continued to follow subjects from ADNI-1, and added florbetapir amyloid PET imaging, 
which would be used for all subjects, and which would allow for the PET modality to be 
correlated with all other clinical/cognitive, neuroimaging, genetic, and biomarker data 
collected in the project. In 2010, the objectives of the ADNI-2 were to continue following 
subjects already enrolled, and to grow cohorts within all categories, especially those of EMCI 
and early Alzheimer’s. Furthermore, the ADNI-2 added another category to the diagnostic 
spectrum, which included those with a significant memory concern that did not yet qualify as 
EMCI. All subjects were to receive structural MRI and amyloid pet imaging, as well as 
lumbar punctures to collect cerebrospinal fluid. One of the primary goals of the ADNI-2, 
which has run through 2017, has been to generate and to share data on the pre-symptomatic 
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cohorts, in order to develop the diagnostic tools for the longer-term goal of performing 
prevention studies in normal controls.    2

 The ADNI’s longitudinal studies have multiplied and diversified the categories and 
markers constituting the spectrum of risk for Alzheimer’s, and in doing so, they have created 
new possibilities for growing a surplus of health through myriad techniques of diagnosis and 
intervention. What is important here is that the prospective growth of health through the 
diversification of categories and gradations of risk is inextricable from the speculative logics 
of corporate growth. The ADNI’s investigation into the temporal dimensions of Alzheimer’s, 
which probes and leverages MCI as a target for intervention, reproduces a strategy of science 
in the form of corporate growth, the conditions of which had taken shape far in advance of 
the initiative.  
 From a genealogical standpoint, the category of mild cognitive impairment has been 
traced to that of “benign senescent forgetfulness”, which was created in 1958 by a Czech 
physician in Montreal seeking to define the boundaries between normal aging, impaired 
memory function, and dementia. The popularization of the Global Deterioration Scale and 
the Clinical Dementia Rating Scale in the 1980s, and the standardization of the diagnostic 
criteria for AD in 1984 increased the circulation and usage of descriptors such as “preclinical 
AD” and “mild memory problems” to denote intermediary conditions between normalcy and 
dementia. In the late 1980s, Mayo Clinic neurologist Ronald Petersen coined the term “mild 
cognitive impairment”, and in 1995, with his colleagues, used “MCI” to describe research 
subjects who could live independently, but who had voiced subjective complaints about their 
memory (Lock 2013, 78-79).  
 In 2001, the Peripheral and Central Nervous System Drugs Advisory Committee of 
the US Food and Drug Administration convened to discuss the issues involved in regulating 
the development of drug therapies aimed at MCI as a diagnostic category. Debate focused 
predominantly on whether MCI could reliably and consistently be diagnosed in a clinical 
setting; whether there were valid criteria for its diagnosis; whether it merely represented a 
stage on a patient’s inevitable decline into the category of Alzheimer’s disease, or whether it 
represented a non-specific symptom of a variety of potential, underlying diseases; and what 
kinds of outcome measures were appropriate for clinical trials for drug candidates for MCI.  3

Although the committee’s meetings produced no definitive answers at the time, numerous 
trials testing drug compounds for MCI were underway by 2003, having enrolled over 4400 
subjects worldwide. The Alzheimer’s Disease Cooperative Study, from which the ADNI had 
adopted its infrastructure, had partnered with Pfizer, Eisai, and Roche Vitamins to investigate 
the viability of Aricept (donepezil) and Vitamin E in the treatment of amnestic MCI. In 
addition, outside of the the ADCS’ operations, six pharmaceutical companies sought to treat 
the condition of MCI through trials for drug compounds lasting between 4 weeks and 4 years. 
The wide range in the respective durations of such trials illustrates both an increasing 
investment in understanding the temporal span of Alzheimer’s disease, as well as the 
instability of MCI as a diagnostic category.  
 Over the course of its operations, the ADNI has provided its private partners with 
opportunities to grow surplus health, by developing speculative tools that engage MCI on 
both epistemic and market registers. Pfizer, for example, has made use of the ADNI’s data 
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from its longitudinal studies of MCI in order to identify subjects diagnosed with MCI who 
are statistically more likely than others to convert to Alzheimer’s disease, based upon their 
expression of novel genetic loci as risk factors. The identification of such an at-risk subgroup 
of subjects with MCI may be especially helpful in establishing genetic biomarker- based 
targets for drug intervention in the early stages of Alzheimer’s, and also for selecting an 
optimal contingent of subjects for future trials for MCI-oriented drugs (Hu, et al. 2011). 
Pfizer has expanded its research portfolio into the early stages of Alzheimer’s, exploring the 
effects of nicotine on cognitive performance among subjects with MCI (Newhouse, et al. 
2012). It has also partnered with a Norwegian biotech company to develop blood-based 
biomarkers for identifying and monitoring the progression of Alzheimer’s, beginning in the 
MCI stages, with the longer-term aim of improving techniques of subject selection in order to 
increase the efficiency and cost-effectiveness of trials. Another ADNI partner, Bristol Meyers 
Squibb, has mobilized ADNI data for its own project of developing more accurate and 
reliable cutpoints for distinguishing dementia from non-dementia in the analysis of 
cerebrospinal fluid biomarkers. These cutpoints promise to be helpful in assessing drug 
efficacy, and in enriching clinical trials through more prudent subject selection (Burns, et al. 
2011). These patterns of investment in MCI and its attendant biomarkers illustrate the 
implosion of biomedical truth value and market value, which is built into the figure of the 
biomarker and the surplus of health it produces. 

ADNI Clinical Trial Recruitment and Bioavailability 

 Up to this point, I have explored the significance of the slippery quality of the ADNI’s 
“ideal biomarkers” within a regime of biogovernance that manages risk by producing and 
optimizing a surplus of health. I have argued that uncertainty is endemic to the production of 
a surplus of health, and to the creation of value within the co-constitutive domains of 
biomedical fact production about Mild Cognitive Impairment on the one hand, and capitalist 
market-oriented accumulation on the other.  In the second part of this chapter, I examine the 
ADNI’s recruitment protocols for its clinical studies of MCI and AD in their temporal stages. 
I ask what kind of clinical trial population takes shape through the Initiative’s recruitment 
guidelines. What kinds of bodies and subjectivities do these guidelines idealize? I go on to 
argue that these imagined subjects, and more importantly, the biological matter they make 
available for Alzheimer’s research, are putting pressure on the transcendent status of 
Alzheimer’s disease as a clinical category, at the same time at which the category expands 
worldwide under the ADNI umbrella. 

 When the ADNI began recruiting subjects for the first of its longitudinal studies in 
2004, its investigators called for volunteers between the ages of 55 and 90 years, who were in 
“good general health”. The subjects were divided into 3 categories: Of the 819 who were 
enrolled, 229 had been diagnosed as cognitively normal, 398 of them had been diagnosed 
with mild cognitive impairment, and 192 of them had been diagnosed with Alzheimer’s 
disease. Cognitively normal subjects, as well as those diagnosed with MCI, were to be 
followed over the course of 36 months, and those with Alzheimer’s were to be followed for 
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24 months. The goal of the procedures was to assess the diagnostic utility of chemical and 
neuroimaging biomarkers, including PET, MRI, cerebrospinal fluid, and blood-based 
samples (Petersen, et al. 2010). In 2009, the Grand Operations stage of the initiative sought 
to add 200 more subjects who had been diagnosed with either early or late- stage MCI 
(Aisen, et al, 2010, 242). In 2010, the ADNI-2 stage of the initiative sough 550 more 
volunteers, still between the ages of 55 and 90 years. More specifically, investigators sought 
to enroll 150 volunteers with “no apparent memory problems”, 100 with a “significant 
memory concern”, 100 with “early mild cognitive impairment (EMCI)”; “150 with late mild 
cognitive impairment (LMCI)”; and “150 with mild AD (Aisen, et al. 2010, 241)”. 
 Across the three stages of the ADNI and their respective recruitment goals, 
prospective subjects have needed to be: “[F]luent in English or Spanish”; “willing and able to 
undergo the test procedures”; and “accompanied by a study partner – a friend or relative who 
can go with the volunteer to all clinic visits and has at least 10 hours of contact per week with 
the volunteer”.  Exclusionary criteria have included the following: “any significant 4

neurological disease other than AD”; “(an) MRI scan with evidence of infection, infarction, 
or other focal lesions”; “(a) history of alcohol or substance abuse or dependence (within the 
past 2 years)”; “significant systemic illness or unstable medical conditions which could lead 
to difficulty complying with the protocol”; and “residence in a skilled nursing facility”.   5

 The initiative’s criteria for its subjects both promise and actively assemble a cohort of 
subjects who embody the convergence of health and risk. On the one hand, the ADNI’s 
criteria for inclusion produce a cohort of subjects who are in “good general health”. They 
represent a 45-year spectrum in age, from 55 to 90 years, and as such, they include people 
who are relatively young. These subjects are able to communicate intelligibly, they are 
cognizant of test procedures, and they are willing and able to comply with the study’s 
protocols. They are independent and/or well-enough supported to not be living in a skilled 
nursing facility, and they also benefit from the support of a designated study partner. Their 
bodies are (imagined to be) adequately generic, in that they are not compromised by 
extraneous static that would muddle the expression of the disease's signs.  
 On the other hand, the subjects also fall along a spectrum of Alzheimer’s disease 
pathology, and some have been diagnosed as being more normal than others. As the ADNI 
has progressed, the distinctions between normalcy and pathology have become increasingly 
more subtle and more pronounced at the same time, with the addition of categories of 
subjects with a significant memory concern that does not yet qualify as MCI, and subjects 
with early and late-stage MCI. The spectrum along which the subjects fall, then, does not 
merely register their normalcy and pathology in relation to Alzheimer’s, but it speaks to the 
subjects’ potential to develop Alzheimer’s, as patients in various stages of waiting.   
 The ADNI’s subject recruitment guidelines differ from those of previous and parallel 
trials for drugs aimed at mitigating later-stage symptoms of Alzheimer’s, in that the ADNI’s 
subjects are younger and healthier on the whole, with some being middle-aged and/or 
experiencing no symptoms at all. In contrast, from an historical standpoint, AD drug trials 
have sought out older subjects, including those already diagnosed with the disease, in order 
to test drug efficacy. Importantly, these latter trials have frequently been compromised by 
high participant attrition rates due to complications arising from subjects’ ailing health, 



!51
adverse reactions to drug side effects, and incapacity to endure and comply with trial 
protocols, from start to finish (Henley, et al. 2015). For its part, the ADNI’s subject 
demographic reflects the initiative’s longitudinal orientation, as well as its objectives of 
pinpointing the underlying mechanisms, temporal stages, and risk factors correlated to AD 
etiology. Identifying the disease’s pre-clinical expressions is also critical to the initiative’s 
project of developing and standardizing biomarkers as tools of diagnosis and risk assessment.  
 More broadly, the ADNI’s recruitment of younger and healthier subjects reflects an 
emergent pattern of investments, on the part of its industry stakeholders, in early detection 
and intervention, as opposed to later-stage symptom management. Between 1984 and 2013, 
this shift has steadily increased the average length of clinical trials. Whereas trials for drugs 
aimed at improving symptoms of AD have typically ranged from 6 to 12 months in length, 
trials for agents aimed at altering the clinical course of the disease have typically lasted 
between 18 and 24 months (Schneider, et al. 2014). Between 2002 and 2012, the average 
lengths of trials for disease-modifying drugs were 47.6 weeks for Phase 2 and 90.9 for Phase 
3 trials. 
 This shift in focus to disease modification has increased the need for subjects both 
young and robust enough to comply with intensified demands exacted upon their bodies. In 
addition, focusing on early detection and intervention has created a need for greater numbers 
of trial subjects, due to the proliferation of diagnostic and risk categories integrated into 
study design, which includes both treatment and placebo groups. Recent public health policy 
has increased the profile of Alzheimer’s disease on the national level in the US, as well as the 
urgency of recruiting sufficient numbers of subjects for ongoing and future clinical trials. 
With the passage of the 2012 National Plan to Address Alzheimer’s, the express goal of 
which is to prevent and treat AD in the US by 2025, it is estimated that 70,000 participants 
are needed to execute ongoing and prospective trials. It is also estimated that, in order to 
meet such demand, it will be necessary to screen far more, and up to 700,000 based on the 
rule of thumb that only one out of every ten recruits screened will end up enrolled (Watson, 
et al. 2014).  
 The ADNI’s scheme of subject recruitment, then, may be located within an 
assemblage of knowledge production about Alzheimer’s underpinned by particular 
imperatives and practices of furnishing bodies for a range of transactions that generate 
(potential) value in the form of clinical knowledge. In other words, the ADNI reflects 
historically and situationally specific strategies of generating what Lawrence Cohen 
describes as “bioavailability”, which refers to the condition of being “available for the 
selective disaggregation of one’s cells or tissues and their reincorporation into another body 
(or machine) (Cohen 2005, 83).” In the case of the ADNI, bodies that are younger and 
healthier than those previously enrolled in Alzheimer’s research are being made available to 
provide not only blood samples and cerebrospinal fluid, but biological material for 
generating PET and MRI scan records. In addition to recruiting bodies marked by relative 
youth and vitality, the ADNI generates bioavailability in the form of sheer volume, as greater 
numbers of subjects are required in order to assess MCI’s and AD’s (preclinical) stages of 
progression. What is especially important here is that the conditions of ‘availability’ for the 
ADNI’s longitudinal studies differ from those necessary for performing clinical research on 
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the effectiveness of drug therapies for symptoms of Alzheimer’s. In the case of trials for drug 
therapies, subjects are already showing signs of sickness, and are being tested for their 
response to a drug compound. In contrast, the ADNI’s subjects supply biological material 
that is marked not by an actual state, but by its potential to yield valuable kinds of data, for 
future diagnostic tools, future disease categories, future drug compounds, and future risk 
profiles.      
 In the midst of this shift to broaden recruitment, is important to consider the social 
and material specificities built into the practices of generating bioavailability for clinical 
trials for MCI and AD to begin with. Clinical trials organized around Alzheimer’s differ from 
those aimed at intervening in other illnesses, which complicates subject recruitment, as well 
as procedures designed to retain subjects. For example, subjects enrolled in AD-related 
studies uniformly require study partners in order to participate, due to the possibility that 
impaired judgement might compromise the subject’s ability to comply with study protocols. 
Successful enrollment of one subject, then, depends upon the participation of two people, as 
well as the willingness of the study partner to assume responsibility for ensuring the subject’s 
availability. The material burden to AD trial subjects and to their study partners remains a 
risk factor in both recruitment and retention (Henley, et al. 2015). In addition to being 
relatively lengthy, both symptom-targeting and disease-modifying research projects use 
procedures involving a substantial degree of invasiveness, including brain scans with 
radioactive tracer substances, lumbar punctures, tedious and often frustrating hours of 
cognitive assessments, all of which are repeated at various intervals during a trial (Watson, et 
al. 2014). By enrolling in a trial, subjects also assume the risks of harmful side effects 
induced by the investigational therapies, and conversely of receiving a placebo, which may 
deny them the (potential) benefits of therapy within a critical window of time (Grill and 
Karlawish 2010).  
 In the case of AD studies, this multifaceted element of risk weighs differently upon 
subjects and their study partners than it does upon subjects submitting to trials for drug 
agents aimed at other diseases. Trials for Alzheimer’s drug development have been dogged 
by a stark and prolonged lack of success (Becker, et al. 2008): Statistically, trials for AD 
drugs between 2002 and 2012 have compiled a 99.6% failure rate, which is the lowest among 
extant therapeutic areas (Cummings, et al. 2014, 5) This failure rate has been cited as a 
possible reason for which subjects and study partners participating in drug trials have been 
markedly less proactive in voicing and mobilizing over concerns regarding the safety of 
compounds being tested, than research subjects in trials aimed at other diseases have been. In 
2010, when Eli Lilly announced that it was halting two large clinical trials for an anti-beta 
amyloid agent that was reportedly making its Alzheimer’s patients worse, one the trials’ 
directors of subject enrollment remarked that he had been met with little to no response at all 
from subjects or their study partners. The reasons for such reticence, he speculated, ranged 
from low levels of hope, to desperation for even the possibility of an intervention, to 
caregiver exhaustion and absorption in the day-to-day labor that subjects demand.     6

 Bearing in mind the burdens and risks that AD clinical trial subjects have shouldered 
to begin with, the increasing demand for (younger and healthier) subjects to fill ongoing and 
future clinical trials for Alzheimer’s research also promises to re-distribute of the burden of 
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clinical labor, and the intimate vulnerabilities that such labor entails, in yet unforeseen ways. 
For Melinda Cooper and Catherine Waldby, the concept of clinical labor refers to the 
enrollment of in vivo human biology in practices of embodied work that are central to the 
valorization process of the post-Fordist economy, and that produce capital value in the form 
of experimental data and/or through the transfer of biological tissues. The pharmaceutical and 
life sciences industries require the submission of clinical subjects’ bodies to invasive and 
potentially harmful biomedical procedures such as intensive high-tech surveillance, 
experimental drug consumption, hormonal transformation, and numerous forms of tissue 
harvesting (Cooper and Waldby 2014, 7). Cooper and Waldby emphasize that it is critical to 
pay heed to the power differentials built into the exchanges of value taking place through the 
performance of clinical labor. They point out the disparity between the assumption of 
abstract, financialized risk at the corporate level, on the one hand, and the assumption of a 
much messier, enfleshed burden of risk on the level of the enrolled subject, on the other, the 
latter of which is sharply stratified along lines of social difference (Cooper and Waldby 2014, 
32). 
 The effects of stratification, to which Cooper and Waldby refer, are mediated by the 
highly variant conditions under which clinical research trials take place. In the case of the 
first round of ADNI trials, the degrees of risk assumed by trial subjects themselves appear to 
be mitigated, in part, by the specificities of the population’s demographic. The data for the 
ADNI-1 reflect that over 90% of subjects across all diagnostic categories, including the 
control, MCI, and mild AD groups, were white, and had at least 12 years of education. Over 
half of the subject population was male, and over 70% of subjects were married (Petersen, et 
al. 2010, 203). These demographics are consistent with those of trials for Alzheimer’s drugs 
occurring through the mid- 2000s in the United States, in which only 10% of participants in 
studies conducted by the Alzheimer’s Disease Cooperative Study, and 3% of subjects in 
industry-led studies, were non-white. The relatively high levels of education among ADNI-1 
participants are also consistent within AD-related clinical trials outside of the ADNI. What is 
additionally noteworthy is the high representation of married subjects within the ADNI. 
Although there is no data on the percentage of subjects enrolled in ADNI-1 whose spouses 
identify as primary caregivers and study partners, it is remarkable that spousal caregivers 
most often fill the roles of study partners for subjects in AD clinical trials (Grill and 
Karlawish 2010, 4). Aside from their more pronounced demographic characteristics (marked 
by whiteness, male gender identity, higher levels of education, and married status), the 
subject populations for the ADNI-1 and for concurrent AD drug trials are, in part, more 
insulated from the burdens of risk associated with clinical labor due to the custodial and legal 
roles that their study partners assume. Frequently serving as the subjects’ legal authorized 
representatives (LARs), study partners take on the responsibilities of negotiating and 
complying with clinical trial protocols, while protecting their subjects’ best interests. In this 
respect, it is important to recognize that the burden of clinical labor is partially shouldered by 
the study partner in the case of AD-related trials. Given that the majority of caregivers for 
those diagnosed with Alzheimer’s are women (Ibid), and that primary caregivers most often 
serve as study partners, a question that merits further consideration is that of the gendered 
distribution of the labor necessary to ensure bioavailability in AD trial settings.   
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 However, the need to recruit greater numbers of subjects for clinical trials has played 
a role in the proliferation of Alzheimer’s studies on a global scale, which stands to shift the 
parameters, ethics, and expectations of recruitment. Among 269 active trials, the majority of 
trials were conducted, and the majority trial sites were located outside of the United States, as 
of 2011. The rise in the number of internationally-located trial sites reflects multiple, 
overlapping pressures: In addition to the urgency of furnishing large numbers of patients for 
clinical trials within operationally determined time-frames, the burgeoning of international 
Alzheimer’s research sites reflects demand for patients who are treatment naive, and who are 
perceived as being increasingly difficult to find in the US. It also speaks to the attractiveness 
of research sites with less stringent laws and regulatory provisions, lower operational 
overhead, dense prospective pharmaceutical markets, and foreign sponsors to conduct studies 
in the nations in which such markets are particularly inviting (Cummings, et al. 2011).  
 The globalization of clinical trials for AD has consequently reconfigured the 
phenomena of geographic and cultural variability, as well as ethnic otherness, as a sites of 
epistemic challenge and promise. For its part, the ADNI’s objectives and knowledge-sharing 
protocols have given impetus to similar programs, under the administrative scaffolding of the 
World-Wide ADNI, which is sponsored by the Alzheimer’s Association. The North American 
ADNI’s methods have been adopted and deployed among projects dispersed across dozens of 
international sites. Shortly after the North American ADNI began its operations, the 
European ADNI launched, and has since established over 50 sites across Europe, along with 
an informatics infrastructure designed to function interoperably with the North American 
ADNI’s central data repository. In 2006, the Australian ADNI began a long-term, 
longitudinal investigation into problems similar to those engaged by the North American 
ADNI, but with a focus on health and lifestyle factors and their corresponding levels of risk 
for cognitive decline. In 2007, Japan launched its own national ADNI program, with an 
emphasis upon compatibility with the protocols of the North American ADNI. Since 2010, 
Taiwan, Korea, China, and Argentina have established ADNI programs, with infrastructures 
and protocols modeled after the North American ADNI (Weiner, et al. 2015).   
 A 2014 review of the North American ADNI’s progress and future directions 
describes the WW-ADNI as an umbrella organization of programs with “the common goals 
of harmonizing results and protocols internationally and sharing standardized data across the 
international research community.” According to the review, “it is hoped that WW-ADNI 
approaches will establish internationally recognized standards to identify and diagnose AD 
and document cognitive and physical changes throughout the disease progression in diverse 
ethnic groups (Weiner, et al. 2015, 875).” As the WW-ADNI’s operations continue to take 
shape, its commitments to harmonizing results and protocols, to standardizing data, and to 
documenting patterns of Alzheimer’s disease progression in different ethnic groups call into 
question the imperatives and practices of knowledge production that such objectives 
engender.  
 An especially pressing question arises as to how the material and affective 
singularities of variously ‘ethnic’ bodies enrolled in trials across the WW-ADNI’s affiliated 
sites will be processed into universally standardized data sets. Bracketing the epistemic 
complexities built into the project, however, it is also critical to ask whose bodies will 
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become available to bear the burden of clinical labor and its inevitable risks, and what the 
conditions of their performance of such labor will be. In light of the transnational 
infrastructure of the WW-ADNI, it is especially important to probe the variabilities 
impinging on human research subjects, not only in terms of the legal protections and 
regulatory provisions, but also with regard to the deeply variable ethical guidelines (Petryna 
2009) and practices that inflect recruitment and retention protocols under the umbrella of 
‘harmonization’.   
 Against the backdrop of the present aims and conditions of Alzheimer’s research, it is 
important to reflect upon the status of AD as a clinical category, and the conflicted directions 
in which the category appears to be moving. On the one hand, ‘AD’ is robust enough to 
enable the ADNI’s expansion on a global scale, and to compel the ‘harmonization’ of results 
and protocols across the international research community, under the auspices of the WW-
ADNI. In other words, the WW-ADNI’s stated aims reflect AD’s durability and purchase as a 
bounded entity around which research may be organized; financial, material, and labor 
resources may be marshaled; and the future of research may be imagined. On the other hand, 
the ADNI’s textual representations of its biomarkers, as well as its stated recruitment 
guidelines for clinical trials, seem to tell the story of a disease category that is coming apart.  
 Moreover, the ADNI’s turn to biomarkers, and its turn to a younger and healthy pool 
of subjects in the early 2000s signaled, at least in part, AD’s intractability as a disease 
category, and its resistance to being pinned down by drug compounds targeting its supposed 
neurological mechanisms. Over the 2000s and 2010s, the ADNI has built an expanding 
repository of biomarker-based data, thereby approaching the disease by approximation, rather 
than by exactitude. As markers of the potential for disease, rather than the disease in and of 
itself, biomarkers are designed to create risk profiles for Alzheimer’s, which will ideally lend 
themselves to early diagnosis and prevention. The proliferation of biomarkers over the course 
of the ADNI’s operations has begun to disaggregate Alzheimer’s into multiple categories of 
risk, including MCI, Late MCI, Early MCI, and “a significant memory concern” that does not 
yet qualify as Early MCI. The epistemic slippage built into the figure of the biomarker plays 
out on the scale of the ADNI’s recruitment guidelines for its clinical trial subjects, which 
differ from guidelines for AD drug trials in their collapse of the categories of health and 
potential illness.  By making an expanding population of patients-in-waiting available for 
research, the ADNI stands to continue to diversify its repository of biomarkers, and to create 
new categories of health, risk, and illness that are distinct from Alzheimer’s as a disease 
category. On a final note, it is also remarkable that researchers outside of the ADNI have 
begun to use the ADNI’s biomarkers to investigate the similarities and differences between 
different kinds of neurological diseases. For example, the Alzheimer’s Association, in 
collaboration with the Michael J. Fox Foundation and the Garfield Weston Foundation, have 
developed a research grant program called Biomarkers Across Neurodegenerative Disease, 
which funds research using biomarker databases from the ADNI and from the Parkinson 
Progression Marker Initiative (Jones-Davis and Buckholtz 2015: 863). Looking into the 
future, it remains to be seen how Alzheimer’s retains its integrity as a disease category, as 
different kinds of bodies become available for research, biomarker databases evolve, and new 
risk profiles emerge.   
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Conclusion  

 In this chapter, I have explored the significance of forward-looking ideas and 
practices within Alzheimer’s disease research. In doing so, I have focused specifically on the 
epistemic slippages that take shape within the Alzheimer’s Disease Neuroimaging Initiative’s 
textual representations of biomarkers, as well as the Initiative’s open- ended guidelines for 
recruiting subjects for its clinical trials. In the first part of the chapter, I have argued that 
biomarkers are forward-looking textual and material artifacts, because they are oriented 
toward risk assessment and the production of risk profiles for Alzheimer’s disease, including 
MCI and its variations, rather than the goal of producing an immediately effective drug 
therapy for AD symptoms. In other words, biomarkers act as signs of disease potential, rather 
than the certainty of AD’s (future) occurrence, and I have pointed out that this notion of 
disease potential is critical to the production of a surplus of health. A surplus of health 
operates on multiple registers, including that of the patient-in-waiting, who assumes the 
responsibility of pro-actively managing their risk for Alzheimer’s, and on that of (the 
(potential for) financial capital accumulation for pharmaceutical corporations and biomedical 
imaging manufacturers.  
 In the second part of the chapter, I have examined the ADNI’s guidelines for 
recruiting subjects for its longitudinal studies, and I have found that the guidelines produce 
an imagined population of subjects-to-be who are younger, healthier, and more robust than 
the the subjects who typically participate in trials for Alzheimer’s drug therapies; in addition, 
this prospective population is substantially larger and more inclusive than the drug therapy 
population has been. This shift in the makeup of the trial population reflects a shift in the 
conditions of bioavailability, and the meanings and use-values assigned to bodily material 
that subjects furnish for research: Whereas subjects for AD drug trials supply bodily material 
that is already showing signs of sickness, subjects for the ADNI’s longitudinal studies supply 
material that is marked by its potential to yield valuable data in the future. As the ADNI 
continues to make different kinds of subjects and their bodily materials available for 
research, and as the Initiative expands its operations globally, questions and possibilities for 
agency, ethical variability, and vulnerability on the part of research subjects promise to arise. 
Finally, I have suggested that these subjects and the expanding database of biomarkers they 
help produce are putting pressure on AD as a unitary clinical category, at the same time at 
which the WW-ADNI shores up the disease as a phenomenon that transcends boundaries on a 
global scale.  

 The Ronald and Nancy Reagan Research Institute of the Alzheimer’s Association and the National Institute for Aging 1

Working Group.1998.“Consensus Report for the Working Group on Molecular and Biochemical Markers of Alzheimer's 
Disease.” Neurobiology of Aging 19(2):109-116. p.110.

 IOM (Institute of Medicine). 2011. “Future Opportunities to Leverage the Alzheimer’s Disease Neuroimaging Initiative: 2

Workshop Summary.” Washington, DC: The National Academies Press, 1-18. pps. 17-8.

  FDA Memorandum: Issues Paper on Mild Cognitive Impairment, Peripheral and Central Nervous System Advisory 3

Committee Meeting. 13 March 2001.



!57

 “Alzheimer’s Disease Cooperative Study.” https://www.adcs.org/adni/. Accessed 4 October 2013.4

  “ADNI Home.” www.adni-info.org/. These criteria appear between 6:56 and 7:13 in the ADNI’s orientation video, 5

featuring the Initiative’s Principal Investigator, Michael Weiner. Accessed 5 May 2018.

 Kolata, G. “What to Tell Patients When a Trial Goes Awry.” New York Times, 23 August 2010. 6

http://www.adni-info.org/
https://www.adcs.org/adni/


!58

Chapter Three: Speeding with Caution: The APOE Gene and the Anticipatory Frictions 
of Alzheimer’s Disease Risk Assessment 

 This chapter asks what kinds of meanings, feelings, and visions of the future have 
materialized within the narratives and practices of genetic risk assessment for Alzheimer’s. 
More specifically, I examine some of the stories told by scientists working with the 
apolipoprotein E (APOE) gene, a variation of which was associated with increased risk for 
AD, during the 1990s and early 2000s. How have scientists imagined this gene as a marker of 
things to (possibly) come, I ask, and why have these interpretations of its significance 
mattered?  
 Since the mid- 1970s, apolipoprotein E (APOE) has been studied as a protein that is 
essential to the mammalian metabolic process, and in particular, to the breakdown of 
triglyceride-rich molecules into smaller units (Ganesan, et al. 1976; Danielsson, et al. 1978; 
Quarfordt, et al. 1980). Operating in the central nervous system, and in peripheral tissues, 
APOE mediates cholesterol metabolism, transports cholesterol to neurons, and acts as the 
principal cholesterol carrier to the brain. The gene for APOE has been mapped onto 
chromosome 19, and has 3 major alleles, or variations: APOE e2, APOE e3, and APOE e4. 
APOE e2, which has a frequency of approximately 7 percent, has been associated with both 
increased and decreased risk for atherosclerosis and other forms of vascular disease 
(Breslow, et al. 1982; Civiera, et al. 1996).  APOE e3, which has been found to occur in 79 
percent of people, has been identified as possibly having qualities that protect against AD 
(Strittmatter, et al. 1994). APOE e4 has been found to occur in 14 percent of people, and has 
been identified as the largest known genetic risk factor in Alzheimer’s disease (AD) (Corder, 
et al. 1993; Saunders, et al. 1993; Strittmatter, et al. 1993). In addition to AD, APOE e4 has 
been associated with disorders including but not limited to hyperlipoproteinemia (Mahley 
1988), decreased hippocampal volume (Farlow, et al., 2004), and faster disease progression 
in multiple sclerosis (Chapman, et al. 2001).   
 This chapter consists of two parts. The first examines a speech delivered by Allen 
Roses, who has been widely credited for ‘discovering’ the gene’s association with increased 
risk for Alzheimer’s in the early 1990s. In his speech, Roses shared the implications of his 
work on the APOE gene with members of the Senate Special Committee on Aging in 1996, 
in order to convince them to increase federal funding for biomedical research. I take a special 
interest in Roses’ emphasis upon the promise of genomics research to yield therapies for 
Alzheimer’s in the future, which will rejuvenate people’s bodies as they age. I begin by 
locating Roses’ narrative act within a broader social and political context during the 1990s, in 
which old age as a stage of life in America was subject to legislative developments designed 
to maximize worker productivity throughout the lifespan, and to compel aging subjects to 
assume responsibility for their own lives. It is within this setting, I subsequently argue, that 
Roses’ research on APOE, and the science of ‘speedy’ rejuvenation at the molecular level, 
began to flourish. 
 The second part of the chapter asks what kinds of meanings have been assigned to the 
APOE gene with regard to the question of ethnic specificity. Specifically, I examine a body 
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of scientific literature, produced between the mid-to-late ‘90s and the mid-2000s, that 
engages the question of ethnicity as an additional risk factor for Alzheimer’s disease among 
APOE-e4 carriers, and that also emphasizes the importance of learning more about how 
African American subjects, in particular, make sense of the APOE-e4 gene. I argue that these 
ongoing engagements with ethnicity in APOE genotype research reflect a preoccupation with 
racial difference, and that this preoccupation speaks, on another level, to the biopolitical 
management of aging, ‘other’ bodies that has taken shape on local and global scales at the 
turn of the 21st century. Furthermore, I argue that the APOEe4 gene has become an object of 
civic engagement, through which biomedical knowledge of Alzheimer’s risk, on the one 
hand, and blackness, on the other, have been remade. More broadly, by juxtaposing Roses’ 
speech with the literature on APOE and ethnicity, my aim is to throw into relief the 
contrastive speeds, temporalities, and meanings that the APOE gene has embodied: Whereas 
Roses speaks with unbridled enthusiasm of the promise that APOE research bears for the 
future, other scientists, as well as the African American subjects whom they engage, exercise 
a far more measured and deliberate approach to the gene, against the backdrop of a history of  
violence and exploitation from which genetic research on race and ethnicity cannot be 
extracted. 

Mr. Roses Goes to Washington  
  
 In June of 1995, members of the US Senate convened a hearing before the Special 
Committee on Aging, which was called, “Breakthroughs in Brain Research: A National 
Strategy to Save Billions in Health Care Costs”. Organized by Senator William S. Cohen, the 
chairman of the committee, the hearing aired testimonies from panels of senators, 
neurological researchers, non-profit organization administrators, and private citizens with 
immediate experience suffering from or caring for others with neurological disorders. The 
event aimed to foster knowledge- sharing between legislative architects, biomedical 
researchers, and health care professionals about cutting-edge research into neurological and 
spinal cord disorders, and its potential to mitigate a projected increase in health care spending 
over the next few decades. This surge in spending, it was reasoned, would become necessary 
to accommodate the needs of a burgeoning population of sick and elderly people.   
 Furthermore, the committee was especially concerned at the time about a proposal 
from the Republican- led House and Senate to cut funding for the NIH by 566 million dollars 
for the fiscal year 1996, and to freeze funding at the 1996 level through the year 2000. The 
prospective reduction in funding for the NIH was part of a larger -scale agenda of tax cuts 
consistent with the objectives of the politically conservative Contract with America. The 
proposal had been defeated on the Senate floor, due to resistance marshaled by Senator Mark 
Hatfield, the Chairman of the Senate Appropriations Committee. However, the Senate and 
the House passed a compromise assumption of a 1% cut in federal support for the NIH for 
1996, and a 3% reduction from the 1995 level of funding for the years 1997-2002 (Lewis and 
Ballin 1995).  In the wake of the compromise, Senators Cohen and Hatfield organized the 
hearing to prevent further cuts in funding to the NIH, by emphasizing the the potential of the 
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NIH’s neuroscientific research projects to advance Congress’ agenda of fiscal conservatism 
in the long run by reducing national health care expenses.  
  
 At the time of the 1995 Congressional meeting, it also was widely believed, among 
scientists and legislators, that the most effective way to respond to the (perceived) finitude of 
state-sponsored resources for sick and elderly people was to manage and eventually prevent 
age-related diseases through biomedical interventions. As the chair of the SSCA, William 
Cohen framed the meeting by emphasizing the fragile status of the nation’s welfare state in 
the decades to come. In his opening remarks, he argued that the Senate was at a critical fork 
in the road in terms of its strategy for heading off an impending crisis of unmet needs on the 
part of the sick and elderly. At the same time, the Senator made a case for the potential of 
neuroscience to mitigate both the financial and the human costs of aging, by contrasting the 
nightmarish specter of AD in its advanced stages, with that of the wondrous “promise”  of  
brain research to “unlock the mysteries of the brain”:  

“…We have two choices of how to meet the challenge of these staggering costs of aging: We can sit back and 

simply pay the bills, or we can develop a national strategy toward preventing, delaying, or even curing the 
diseases and conditions of aging. Only by choosing the latter course do we have any meaningful hope of staying 
afloat on this ocean of aging health care costs…Last November the entire Nation was saddened to hear the news 

that former President Ronald Reagan had been diagnosed with Alzheimer’s disease, a cruel and devastating 
affliction that robs over 4 million Americans of their last years of dignity and independence…There is however 
exciting promise on the horizon. As we are going to hear this morning from leading scientists in testimony, in 
the last 5 years significant progress has been made to unlock the mysteries of the brain, and there is strong 

consensus among the scientific community that the next 5 years will bring even more exciting breakthroughs in 
brain research. As we are going to hear today, the potential for savings through brain research is enormous. The 
Alliance for Aging Research, for example, recently estimated that a 5-year delay in the onset of Alzheimer’s 

disease could cut health care spending by as much as 50 billion dollars annually…With savings like these 
within our grasp, we cannot afford to put the brakes on research spending; instead, we have to accelerate our 
investment in research that is going to pay for itself many times over in health care and long-term care savings 
for many years to come.”  1

 As the first person on panel of neurologists  to speak, Allen Roses, then the Chief of 2

Neurology at Duke University Medical Center, followed up by emphasizing the inroads that 
had been made into the genetics of susceptibility for Alzheimer’s. At the time of the hearing, 
Roses and his associates had already attracted publicity, in the research community and in the 
mainstream media, for having published a series of papers in 1993 pinpointing the APOE4 
allele as a marker of susceptibility to late-onset Alzheimer’s (See Corder, et al. 1993; 
Saunders, et al. 1993; Strittmatter, et al. 1993). In his address to the the committee, Roses 
downplayed the hype surrounding the discovery of the APOEe4 allele, and maintained that 
there was still much work to be done. He strongly emphasized that the government had not 
provided enough resources to keep up with the ongoing proliferation of knowledge in the 
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field of genomics, which limited what scientists could do, moving forward. Underscoring the 
universality of risk for Alzheimer’s, the neurologist made a case for the potential for the 
APOE genotypes to predict the age at which individuals would suffer disease onset. He also 
reiterated Cohen’s warning about the burden of caregiving that Alzheimer’s threatened to 
exact upon the American population, in even starker terms:  

“…I frequently get asked by the press: How does it feel to have led the group that found the Alzheimer’s gene? 

It doesn’t feel any differently that it did before. What we need to be glorifying is getting the mechanisms of the 
disease and getting the drugs, procedures, and other initiatives that will stop these diseases…What has 
happened in science, and particularly in neurological disease, is that we have had a tremendous explosion in the 

inflation of the knowledge base. We do not have the resources to take it to the next steps because what is 
invested in research that has been done is there. What is coming and what we should do after tomorrow, when 
the gene is published- there is no new money or insufficient new money to be able to take it further…  

I look at these dire predictions for Alzheimer’s Disease as doubling the number of people with Alzheimer’s 

every 20 years. In another 40 years we will have 16 million people. There are going to be two types of people in 
this world when my children and my grandchildren and I get to the age of risk for Alzheimer’s Disease. They 
are not going to be Republicans and Democrats. They are going to be people with Alzheimer’s Disease and the 

rest of us taking care of them…  

I just brought one chart with me. Basically, it is the APOE genotypes of 99.5 percent of the people in the 
population. What you see there in the different color lines are the age of onset of Alzheimer’s disease as a 
function of your genotype. Of the people in this room and in this country, 30 percent have at least one APOE4 

genotype. If you have the best genotype, 2-3, by the time you are 140 years of age you will get Alzheimer’s 
Disease.  

We are all moving toward Alzheimer’s Disease, but at different rates. One of the things that the pharmaceutical 

industry can do superbly, if it is given the right targets, is to change the rate so that we push the age of the 
people at risk, particularly the people who will develop it earlier, to the later forms. We delay the onset by up to 
20 years. So if you want to do month-by-month accounting, that’s one thing, but the science today promises that 
we can delay the onset of Alzheimer’s disease by 10-20 years, not 1-2 months.”  3

 In a practical sense, Cohen’s and Roses’ arguments, combined with the testimonies 
offered by other panelists about new directions in neuroscience, fortified a largely successful, 
bipartisan campaign within Congress to not only insulate the NIH from cuts to the federal 
budget across the board, but to actually increase spending on biomedical research (Greenberg 
2001, 437). In this respect, Roses’ explicit emphasis on the urgency of bypassing partisan 
politics, in order to assume a preventive stance toward what was otherwise sure to become 
everyone’s problem of aging, was well-received. For the next 8 years, the NIH’s budget, 
including funding for neuroscience, continued to climb at a steady pace, almost tripling from 
11,000 million in 1995 to nearly 30,000 million dollars in 2003.     4
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 In light of the political clout they helped generate for the NIH, a few things are 
especially striking about Cohen’s and Roses’ rhetorical tactics in their respective speeches to 
Congress. To begin with, Cohen makes the case that there are only “two choices” for 
addressing the impending needs of an aging population: As legislators and scientific 
researchers, they may “sit back” and pay the skyrocketing bills for health care and social 
services, or they may intervene by committing more financial and material resources to 
biomedical approaches to aging and its attendant complications. In addition, Roses’ dystopic 
vision of an Alzheimer’s- ravaged world in which there are only providers and subjects of 
care, however tongue-in-cheek, unabashedly relegates care work to the status of a 
consequence of failure to intervene through more effective measures. Clearly, increased 
financial support for investigations into the genetic underpinnings of AD is the only viable 
alternative.  

 This insistence on the binary conditions of ‘the choice’ at hand calls to mind Jesse 
Ballenger’s reading of the purchase that the Alzheimer’s disease movement gained in US 
Congress in the ’80s and ’90s. In his analysis, Ballenger traces the political economy of the 
“health politics of anguish”, which refers to the mobilization of public affect, drawn from the 
testimonies of legislators, scientists, and Alzheimer’s patients’ grief-stricken loved ones, to 
generate momentum for biomedical research into therapies and preventive tools for the 
disease. However, what is important for Ballenger is the concurrent erosion of state-
supported networks of care provision for the elderly. In other words, the health politics of 
anguish have manufactured a false dichotomy between research, on the one hand, and the 
redistributive functions of the welfare state; after all, it is far from inevitable that investments 
in scientific research and social services are mutually exclusive (Ballenger 2006, 123-8).  

 However, an analysis of the health politics of anguish also has limited use-value in 
reading the structural and affective worlds in which Cohen’s and Roses’ speech acts take 
place. Moreover, it is important to point out that the themes emerging within the legislator’s 
and the geneticist’s stories are not only pain-saturated, but explicitly and reiteratively 
promissory. For example, Cohen emphasizes that, amid the devastation of AD, “there is 
exciting promise on the horizon”, and that the “next five years will bring even more exciting 
breakthroughs in brain research.” For his part, Roses expressly affirms that “science today 
promises that we can delay the onset of Alzheimer’s disease by 10-20 years, not 1-2 months”. 
Here, Roses effectively makes his own promise regarding the therapeutic payoff that 
investments in science will eventually yield, and in doing so, he underscores the anticipatory 
value that genomics research carries. In other words, the value of the APOE gene, as Roses 
explicitly states, does not lie in the discovery of the gene itself; rather, the ‘glory’ lies in 
future knowledge of the mechanisms of Alzheimer’s, and in “getting the drugs, procedures, 
and other initiatives” that will put an end to AD and other neurological disorders.  

 In Roses’ narrative, the APOE gene’s promise also lies in the potential for new 
technologies, which will have been developed with future knowledge of the genomics of 
Alzheimer’s risk, to intervene in the temporalities of aging bodies. Moreover, speed and time 
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play significant roles in Roses’ description of the APOE gene’s value and potential impact on 
the population: For example, the neurologist asserts that everyone is “moving toward 
Alzheimer’s Disease, but at different rates.” He maintains that in the future, pharmaceutical 
companies will be able to “change the rate” so that people will eventually enjoy several more 
years of life without the imminent risk of AD. By changing the rate of the onset of risk, 
APOE-based therapies of the future not only promise to slow down aging, but to accelerate 
and optimize the processes of rejuvenation in aging bodies, so that they will stay younger, for 
longer.  

 It is this forward-looking and temporal aspect of Roses’ research that interests me: In 
what follows, I explore the historical setting of the APOE gene’s promissory allure in greater 
depth, and I situate the APOE gene’s scientific and cultural value within the context of 
neoliberal  reforms to the welfare state during the 1990s. I argue that, in a broader sense, 5

these reforms remade old age in the US into a phase of life marked by increasing personal 
responsibility, and the imperative of staying young, at the turn of the millennium. In doing 
so, I make a case for the mutually constitutive relationships between federal investments in 
the life sciences, on the one hand, and the economic and social visions built into the 
conservative Contract with America in the US during the 1990s, on the other, that a narrower 
engagement with the health politics of anguish does not probe. My analysis takes a cue from 
Melinda Cooper’s argument that the biotech revolution of the Reagan era and beyond in the 
US needs to be understood within the context of the entrenchment of neoliberal modes of 
governance. For Cooper, neoliberalism  has displaced the responsibility for protecting human 
life from the state to the individual, and in doing so, has dissolved the boundaries between 
the spheres of production and reproduction, between labor and life, and between the market 
and living tissues (Cooper 2008, 7-11). At the same time at which the protections of the 
welfare state dwindled during the last quarter of the 20th century, the spaces of biological and 
social reproduction were subject to marketization and economic calculus, and were 
reconfigured as sites of financial investment and growth. During the Reagan era and beyond, 
the biological sciences have been integral to the restructuration of the economy into post-
industrial modes of capital accumulation, and to the financialization of everyday life (Martin 
2002). 

 What is also critical, for Cooper, is that “the operative emotions of neoliberalism are 
neither interest nor rational expectations, but rather the essentially speculative but 
nonetheless productive moments of collective belief, faith, and apprehension…
[Neoliberalism’s] imperative is not so much the measurement of biological time as its 
incorporation into the non-measurable, chronological temporality of financial capital 
accumulation (Cooper 2008, 10).” This folding of biological time into the the “non-
measurable” temporality of financial accumulation works on two scales: First, by rolling 
back the security of the welfare state, and by compelling older subjects to assume increasing 
responsibility for their own finances, health, and quality of life under more uncertain 
conditions as they age, neoliberalism incorporates these subjects’ ‘resourcefulness’ into the 
machinery of financial accumulation- for example, through prolonged participation in the 
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workforce, and/or through the purchase of private health insurance. In addition, through 
research in the life sciences, scientists have sought to cultivate the self-renewing capacities of 
biological matter, at the molecular level, in order to eventually produce market-friendly drug 
therapies and biotechnological tools for mitigating human illnesses, such as Alzheimer’s. In 
Roses’ case, then, research on the APOE gene promises to alter the temporality of the aging 
body, at the level of the molecule, within the broader context of a conservative political and 
social agenda.  Accordingly, it is within this greater landscape that I explore the promissory 
significance of the APOE gene, as a tool of risk assessment for Alzheimer’s disease, in more 
depth. 

Contextualizing APOE: The Contract with America and the Speculative Remaking of 
Aging 

  
 A year before the Senate Special Committee on Aging convened in 1995, the World 
Bank released a report called, “Averting the Old Age Crisis: Policies to Protect the Old and 
Promote Growth”. The report argued that systems providing financial support for the elderly 
were under increasing strain, due to demographic transitions driven by rising life 
expectancies and decreasing fertility rates on a global scale. A worldwide, rising tide of 
elderly dependents, in other words, threatened to push state-sponsored financial safety nets 
past their breaking point, creating an old age crisis that would compromise the economic 
viability of generations to come. In order to provide financial security for the elderly, and to 
promote economic growth at the same time, the report advised national governments to 
demarcate a modest, publicly managed system with mandatory participation to reduce 
poverty among the old. More importantly though, the report urged rigorous investment in a 
privately managed, growth- oriented system that would also be mandatory, as well as the 
provision of incentives for workers to develop private savings plans.  6

 The World Bank’s report added a sense of urgency to the neoliberal agenda built into 
the Contract with America, a document that outlined the Republican Party’s objectives for the 
middle years of Bill Clinton’s presidency. At the time of the SSCA’s meeting on the status of 
the NIH, a majority of its congressional audience members had come out in support of the 
Contract just over a year earlier, in 1994. The Contract laid out the values and prospective 
legislative actions associated with welfare reform, which aimed to curb the jurisdiction of the 
federal government, and to reduce taxes, in order to stimulate economic growth. Echoing the 
World Bank’s recommendations regarding the impending old age crisis, the Contract also 
outlined a battery of policies designed to shift responsibility for  economic viability and self-
sustainability on the part of the elderly from the state to the individual. The push to 
‘responsibilize’ the individual citizen, as a custodian of his/her own livelihood, was sharply 
articulated with regard to those over the age of 65. For example, the American Dream 
Restoration Act aimed to privatize and flexibilize retired workers’ savings accounts (IRA’s).  7

The Senior Citizens Fairness Act granted tax incentives to those who purchased long-term 
care insurance, and encouraged seniors to remain in the workforce by raising the cap on the 
amount of income individuals over 65 were allowed to generate before losing Social Security 
benefits. It also repealed a 1993 law that subjected Social Security benefits to middle and 
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upper class recipients to income taxation.   The Senior Citizens’ Right to Work Act raised, in 8

increasing increments stretching into the early 2000s, the amount of money that workers 
between 65 and 69 could earn, before their earnings triggered an automatic reduction in 
Social Security benefits.   9

 On a geopolitical scale, the Contract’s policies were aimed at shoring up US clout as a 
vector of global economic power at the end of the Cold War, by optimizing the productivity 
of the national workforce. The latter, it was argued, could be achieved in part by replacing 
standard welfare state provisions for retirement with private, growth-oriented investment 
plans, and by incentivizing prolonged productivity among older workers. Since the Reagan 
Administration’s response to the so-called old age crisis of the early 1980s, austerity-driven 
policies have reshaped the conditions and lived experiences of aging through cuts to social 
security and to state-sponsored old age insurance. In more abstract terms, whereas the 
welfare state operated according to the principle of providing support for all phases of the life 
cycle, including the non-productive extremes of childhood and old age, neoliberal forms of 
governance have disavowed and striven to eliminate the non-productive phases of life 
(Cooper 2006, 17). In practical terms, the global competitiveness regime, which gained 
traction during the early-to-mid 1990s in the US, has been complicit in rolling back the 
state's infrastructure of care for the elderly, poor, and disabled. These policy interventions 
effectively exacerbated vulnerabilities at the fringes of the welfare state, while continuing to 
create new ones (Estes and Associates 2001). Both abstractly and on the ground, then, ‘old 
age’ has been reassembled, from being a phase of life marked by relative security, to one 
underpinned by insecurity and unpredictability as conditions of the everyday.   
 Further, reconfiguring old age into a (potentially) productive stage of life has gone 
hand-in-hand with the speculative capitalization of biomedical knowledge production and 
technological development.  As Cooper has argued, welfare state reform has worked in 
concert with the legislative privatization of health care, biomedicine, and life sciences 
research, in order to facilitate high-risk, high-reward ventures within an accumulation-
oriented life sciences regime. Replacing social security and defined benefit accounts with 
private, contributory accounts has enabled public funds to be redirected into cutting-edge 
biotechnological enterprises. The privatization of retirement savings, which shifts the burden 
of responsibility for security into old age from the state onto the individual, has generated an 
influx of mobile capital in the form of pension funds into the stock market. This flow has 
allowed financial firms owned by pensions to invest aggressively in the most promising new 
biomedical products, while the risk of such investments weighs most heavily on pensioners, 
whose returns are not guaranteed (Ibid). That older citizens’ lives have been subject to 
increased financial and qualitative uncertainty speaks to the structural unevenness of the 
redistribution of risk as a condition of aging at beginning of the 21st century. 
 It is important to emphasize that this regime of corporatized science has also 
reproduced interventions into aging at the molecular level, which gained momentum during 
the 1980s. These developments strengthened the SSCA’s promises to Congress in 1995 that 
major advancements in the biomedicine of aging lay in store. Investigations into the problem 
of cellular senescence laid the groundwork for debates over the limits to life and growth in 
the domain of the cell itself, which enlivened the emergent fields of bio- and cyto- 
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gerontology. Belief, on the one hand, in the intrinsic finitude of cellular life, came into 
conflict with investments, on the other hand, in those exceptional cases in which non-
pathological cells exceeded the normative constraints of growth and reproduction. When the 
embryonic stem cell gained publicity in 1998 as an experimental life form, it lent traction to 
the promise of self-regenerating life (Landecker 2007) beyond the constraints of the aging 
process (Cooper 2006, 1-3). Backed by speculative flows of venture capital, biotechnology 
start-ups have leveraged the potential for regenerative medicine to integrate stem cell 
research into lucrative diagnostic and therapeutic products. Notably, it was Geron, a company 
specializing in multiple aspects of cellular aging, that financed critical advancements in stem 
cell technology in the late ‘90s and early 2000s, having grown from a budding start-up in 
1990 to a publicly traded commodity on the NASDAQ in 1996 (Cooper 2006, 14). 
 The field of molecular gerontology was already burgeoning at the time at which Allen 
Roses’ lab drew publicity for affirming a connection between the APOE e4 gene and 
increased risk for sporadic and late-onset Alzheimer’s disease in 1993. Prior to its association 
with AD risk,  APOE had been recognized for aiding in the transport of lipoproteins 
(containing lipids and proteins), fat-soluble vitamins, and cholesterol into the lymph system 
and into the blood. In the early 1980s, defects in the APOE gene had been pinpointed for 
their role in bringing about hyperlipoproteinemia, a pathology characterized by increased 
plasma cholesterol and triglycerides. Throughout the ‘80s, these genetic defects had been 
linked to increased risk for atherosclerosis due to plaque buildup in the arteries, which was in 
turn associated with greater susceptibility to cardiovascular disease and stroke. Specifically, 
the APOE e2 allele has been linked, dubiously enough, to both increased and decreased risk 
for atherosclerosis, while the APOE e4 allele has been implicated more plainly in heightening 
risk for the disorder.  
 In 1986, APOE came under investigation for its regenerative capacities in response to 
damage to the nervous system, after it was pointed out that cells in the nerve sheaths 
peripheral to the site of an injury produced and secreted increased amounts of a protein 
identical to APOE. This observation led researchers to speculate that APOE could be 
involved in mobilizing lipids to repair, grow, and maintain the sheaths around nerve fibers, 
both during development and after an injury (Ignatious, et al. 1986; Snipes, et al. 1986). 
Further study affirmed that both APOE and the APOA-I were present as cholesterol transport 
mechanisms, in the cellular matrix surrounding a nerve injury, during the process of nerve 
sheath regeneration (Boyles, et al. 1989). While subsequent studies in the early ‘90s argued 
for a lesser role for APOE in the rehabilitation of neural injury (Popko, et al. 1993), others 
underscored its contributions to cholesterol transportation vital to synaptic remodeling 
following damage to the hippocampal region of the nervous system (Poirier, et al. 1993). 
APOE’s reparative functions were mapped throughout multiple organs, including the liver, 
the brain, the spleen, and the kidney, as well as within interstitial fluid, where it helped move 
cholesterol from cells with too much to those with too little (Mahley 1988). Following up on 
questions regarding its role in distributing lipids in the process of cellular repair, studies 
probed the functions of APOE related to immunoregulation and modulation of cell growth 
and differentiation (Ibid).    
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 APOE, in other words, had been circumscribed as an object of interest amid ongoing 
inquiries into the regenerative potential of cellular life, which had intensified prior to Roses’ 
lab’s linkage of APOE4 to risk for Alzheimer’s disease. More broadly, APOEe4 took shape as 
a prognostic tool in relation to AD through a multitude of developments within what Cooper 
has outlined as an accumulation-dominated life sciences regime, which I have described 
above. In particular, these developments have spurred the emergence and continual 
transformation of what Mike Fortun has termed “speed genomics”. For Fortun, the concept 
of speed genomics refers to rapid, albeit disjointed, shifts in the technology, infrastructure, 
and affective life of genetic information that intensified primarily in the United States, but on 
an increasingly global scale between the mid ’80s and mid ’90s. Speed genomics refers to the 
high-tech, high-finance-driven explosion of networks of genetic knowledge production, as 
well as information storage and circulation, materializing within endeavors such as the 
Human Genome Project (HGP) and its protracted aftermath. These networks have reshaped 
the values and practices of expertise and its objects. For example, they have exponentially 
increased the processing capacities of information technologies. They have also allowed a 
shift in focus from individual gene action to complex interactions occurring within genetic 
‘loci’. Further, they have expanded the scope of genetic research not only from that of the 
individual subject to the population, but from the population to emergent populations. 
Importantly, speed genomics operate according to an economy not necessarily of concrete 
products, but of promises. After all, genomic modes of production are enriched by venture 
capital and its (future) translational values, as well as by the speculative qualities of genetic 
information and its (potential) market value (Fortun 2008, 28-48). 
 One of the technological artifacts of the life sciences regime that emerged between 
the mid ‘80s and early 2000s was polymerase chain reaction (PCR), the development of 
which has been attributed to the Cetus Corporation in 1983. PCR played an indispensable 
role in allowing Allen Roses’ team to make a linkage between APOE e4 and late-onset 
Alzheimer’s disease.  Hailed as a cornerstone of the HGP, PCR is a technology in molecular 10

biology used to amplify a single copy, or multiple copies, of a piece of DNA across several 
orders of magnitude. The technological development was significant for two main reasons: 
First, by accurately reproducing millions of copies of individual segments of DNA in a 
relatively short period of time, PCR made previously scarce genetic material abundantly 
available for experimentation and manipulation. In addition, such material no longer had to 
be embedded in a living system, which relieved researchers of their dependency upon living 
organisms (Rabinow 1996, 1).   11

 In 1991, Roses’ lab at Duke University was looking for candidate genes for 
susceptibility to AD on chromosome 9q13. At the time, the lab pursued two main 
experimental streams: The first was a genetic linkage study performed in multiplex late 
familial onset Alzheimer’s, in which a linkage was discovered on chromosome 9q13. The 
second stemmed from a series of beta-amyloid binding studies that had isolated a protein 
“impurity”, which was eventually identified as the APOE gene.  After recognizing that APOE 
had been one of the first genes localized to chromosome 19 in the mid-1980s, Roses was 
convinced of a linkage between the APOE gene and susceptibility to Alzheimer’s, but had no 
concrete evidence of such. Equipped with the the statistical analytical tools that PCR 
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provided, Roses was able to discern that there were three alleles, APOEe2, APOEe3, and 
APOEe4, that could be respectively amplified, measured, and contrasted with one another. 
Once assembled and validated in the lab, PCR produced markedly different results on gels of 
50 Alzheimer’s patients versus 50 controls. By early 1992, PCR had enabled strong 
associations between APOEe4, familial AD, sporadic AD, and brain pathology. Within a few 
months, the lab had mapped genotypes against age-of-onset, and had determined that APOE4 
alleles were associated with an earlier age-of-onset than APOEe3. They had also determined 
that subjects with APOE2/3 had an especially late age-of-onset, which broached the 
possibility that APOEe2 was a longevity gene (Roses 2006, 363). 
 After linking the APOE4 allele to increased susceptibility to Alzheimer’s disease in 
late 1992, Roses and his colleagues published three papers, which in Roses’ view were 
widely dismissed by the Alzheimer’s research community. However, in the spring of 1993, a 
journalist wrote a feature piece on Allen Roses and affixed a picture of Roses to the front 
page of an issue of The Wall Street Journal, following an especially heated exchange over 
data supporting the APOE e4 linkage at a conference in New York for the Academy of 
Neurology (Ibid). The publicity spectacularized APOE e4 as an object of intense controversy 
among Alzheimer’s researchers and clinicians, which unfolded without resolution within 
academic journals such as The Lancet over the next several months. The controversy grew 
even more inflamed when a Canadian biotech company, Genica Pharmaceuticals, began 
marketing an APOE4 gene testing product to clinical practitioners in 1994.  
 Faced with the prospect of widespread commercial testing for the gene, the National 
Human Genome Research Institute (NHGRI) of the NIH assembled a National Study Group 
in 1995 to review emerging information on genetic testing for Alzheimer’s disease. The 
group consisted of AD geneticists, policy experts, and ethicists, and eventually produced a 
consensus recommendation in 1997 against testing in asymptomatic individuals, although 
participants’ opinions differed on diagnostic use to rule out other conditions in those 
exhibiting symptoms (Post, et al. 1997). In addition to the NHGRI, others located both in and 
outside of the US convened interdisciplinary working groups, and produced consensus 
statements on the implications of genetic testing for APOEe4 in both pre- symptomatic and 
symptomatic individuals (Post, et al. 1997, 834).  Although APOEe4 sparked controversy 12

and caution over the hazards of individual testing, it is important to note that the gene was 
stable enough in its meaning and value for the scientific community to produce multiple 
consensus statements about its usage in the first place, and that APOEe4 remains, as of 2018, 
a well-recognized marker of heightened risk for Alzheimer’s. 
  

Looking Back to the Future: APOE, Race, and Preoccupations with Difference 

 Up to this point, I have used Roses’ speech before Congress in 1995 as a point of 
departure, and I have emphasized the promises that the APOEe4 gene carries, of rejuvenation 
at the level of the aging population and the aging body, and of fast-paced biomedical 
innovation. I have argued that the APOEe4 gene became meaningful, and even alluring, as a 
marker of risk for Alzheimer’s disease within the historical context of neoliberal reforms to 
the welfare state, and to the meanings and practices of aging in the US, during the 1990s. 
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The second part of this chapter sets up a point of contrast to the APOEe4 gene’s 
promissory, speed-driven affect within Roses’ world, by turning to the proliferation of 
inquiries into whether a subject’s ethnicity had an effect on the association between the 
APOE e4 allele and AD risk. I take a special interest in the unresolved liminality of the 
APOE e4 allele’s status as a marker of ethnicity-specific susceptibility to Alzheimer’s, 
particularly among African- Americans. This lingering, measured sense of uncertainty 
contrasts the delirious affect of speed genomics. I argue that the rise in speculative 
knowledge projects probing the relations between APOE e4 and ethnicity may be located 
within a globally dispersed, biopolitical order emerging at the intersections of biomedical 
research, civic life, aging, and age-related illness. I go on to map APOE e4’s enrollment in 
the discourses of cardiac health, underscoring not only the intersectional history and politics 
of heart disease in America, but more importantly, the fraught genealogy of Alzheimer’s as a 
knowable phenomenon. Lastly, I argue that APOE e4 has been enrolled in remaking the 
understandings and practices of aging, blackness, genetic identity, and biological citizenship 
in the US at the turn of the 21st century.

 The following is a selection of passages from a body of scientific literature, published 
between the mid-1990s and early 2000s, which asked whether ethnicity was a factor in 
mediating the risk for AD conferred by the APOEe4 gene:  

“First degree relatives of African -Americans with AD have a higher cumulative risk than do those of whites 
with AD. However, in this study, the additional risk of dementia conferred by being a first degree relative, by 
being female, or by the probability of having an APOE e4 allele appeared similar in African American and 

white families. These data provide estimates of dementia risk that can be used to offer counseling to family 
members of patients with AD (Green, et al. 2002).” 

“As a part of our ongoing study on Alzheimer's disease (AD) in elderly African Americans, we obtained 
clinical assessment and apolipoprotein E (ApoE) genotype data on 288 individuals (including 60 with 
AD). The ApoE epsilon4 allele frequency was significantly increased in AD patients compared with 
controls…These findings suggest that the association between ApoE epsilon4 and AD is weaker in African 
Americans than in whites (Sahota, et al. 1997).” 

“The presence of the apolipoprotein epsilon 4 (apo epsilon 4) allele significantly increases the risk of 
Alzheimer's disease….In a community study in northern Manhattan we found a fivefold increase in the risk of 

Alzheimer's disease among African-Americans, Hispanics, and whites homozygous for apo epsilon 4. Overall, 
the risk between Alzheimer's disease and apo epsilon 4 heterozygosity was also increased by twofold, but the 
association was somewhat weaker for African-Americans than for Hispanics and whites (Maestre, et al. 1997).” 

“Apolipoprotein-E epsilon 4 (APOE-epsilon 4) has been consistently associated with Alzheimer disease (AD) 
and may be responsible for an earlier age at onset. We have previously reported a diminished association 

between APOE-epsilon 4 and AD in African Americans…[W]e compared relative risks by APOE genotypes in 
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an expanded collection of cases and controls from three ethnic groups in a New York community. The relative 

risk for AD associated with APOE-epsilon 4 homozygosity was increased in all ethnic groups…These results 
confirm that APOE genotypes influence the RR of AD in Caucasians and Hispanics. Differences in risk among 
APOE-epsilon 4 heterozygote African Americans suggest that other genetic or environmental factors may 

modify the effect of APOE-epsilon 4 in some populations (Tang, et al. 1996).” 

“A significant interaction among total serum cholesterol (TC), APOE genotype, and AD risk was found in a 
population-based study of elderly African- Americans. Increasing TC was associated with increased AD risk in 

the group with no e4 alleles, whereas TC was not associated with increased AD risk in the group with one or 
more e4 alleles. Further study of the relationship between cholesterol and APOE genotype is needed to confirm 
this association, but the results suggest that cholesterol may be a potentially modifiable environmental risk 

factor for AD (Evans, et al. 2000).” 

“Although the association between Alzheimer disease (AD) and the apolipoprotein E epsilon4 (APOE-epsilon4) 
allele has been confirmed worldwide, it appears to be inconsistent among African Americans, Hispanics, and 
Nigerians…The presence of an APOE-e4 allele is a determinant of AD risk in whites, but African-Americans 

and Hispanics have an increased frequency of AD regardless of their APOE genotype. These results suggest that 
other genes or risk factors may contribute to the increased risk of AD in African-Americans and Hispanics 
(Tang, et al. 1998).” 

 Multiple themes emerge within the above selection of literature. What initially stands 
out is the emphasis upon relations of comparison between whites, African Americans, 
Hispanics, and “other populations in the United States and around the world”, in terms of 
their respective levels of risk for developing Alzheimer’s disease, and in particular, with 
regard to the additional degrees of risk that the APOE e4 allele carries for each ethnic group. 
It is noted that African Americans and Hispanics are at higher levels of cumulative risk for 
AD than whites are, and that it is critical to discern the causes underpinning heightened 
susceptibility to AD among the former groups.  In this context, the APOE gene operates as a 
liminal figure through which racial identities and differences are contradictorily shored up, 
and thrown into question.  

 On the one hand, the literature affirms that the APOE e4 allele increases risk for 
Alzheimer’s among whites. On the other hand, it contrasts this sense of relative certainty 
surrounding the association in the case of whites with what it conveys as ambiguity, at best, 
regarding the allele’s link to risk for AD in non-whites. This ambiguity takes shape amid 
conflicting findings that APOE e4’s association with AD risk is “increased in all ethnic 
groups”; that it is “similar in African American and white families”; that it is “weaker” in 
African Americans than it is in whites, and in some cases, Hispanics; and that African 
Americans and Hispanics are are increased risk for Alzheimer’s, “regardless of their APOE 
genotype.” For African Americans, APOE e4’s significance gets even more muddled amid 
questions as to the impact of a “potentially modifiable environmental risk factor”, total serum 
cholesterol, and its association with susceptibility to AD. More broadly, this lingering sense 
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of doubt provides impetus to pursue research into “other genes and risk factors” for AD 
among people of color, and to lay the groundwork for future interventions, including concrete 
action upon environmental risk factors such as cholesterol, as well as those yet to be 
identified.    

 The literature’s emphasis upon the APOE e4 allele’s ambiguity as a risk factor among 
African Americans and Hispanics, in particular, is especially compelling. Further, the 
researchers’ investments in cholesterol, as well as in other environmental risk factors for AD, 
alongside doubts regarding APOE e4’s significance as a tool of risk assessment, call for 
closer examination. I will return to the latter lines of investigation later, but at this point, it is 
important to consider the literature’s questioning and reiteration of the gene’s indeterminate 
value as a race-specific marker of risk for Alzheimer’s in more depth. Here, it would be too 
simplistic to read such inquiries as symptoms of the ongoing reification of race,  13

materializing by way of insistence upon a kind of genetic determinism to be ferreted out 
amid ongoing uncertainty over APOE e4’s impact upon people of color. Instead, it would be 
more generative to turn to Anne Pollock’s concept of “durable preoccupations with 
difference” (Pollock 2012, 8-15). The latter serves as a framework within which to interpret 
such animations of the APOE e4 allele within scientific and popular discourses pertaining to 
African Americans’ and Hispanics’ increased burden of susceptibility to AD.  

 Pollock invokes the quality of “durability” to describe the seeming resilience of 
investments in notions, or at least questions, of racial identity and difference, in her reading 
of the discourses underpinning the phenomenon of heart disease in the United States over the 
20th century and the beginning of the 21st. Race is durable in medical discourse and practice 
in part because it is an iterative project, and because its epistemic life comes from a multitude 
of sources within and beyond the biomedical laboratory and the clinic. By the same token, 
race retains its conceptual and material integrity amid doubt, and in spite of (or perhaps even 
because of) criticism leveled by multiple actors. The latter range from (but are not limited to) 
conservative thinkers and policymakers who insist upon a level, ‘post-racial’ playing field 
within a meritocratic society, to anti-racism scholars and activists who call attention to the 
historical, structural, social, and symbolic contingency of racial identities, and to the power 
relations within which such identities have been embedded.   

 Race retains its cultural purchase in the face of these critiques, and as Pollock argues, 
bears the gravity of a preoccupation, which takes shape through the mutually reproductive 
relations between facts, on the one hand, and affects, on the other. The notion of a 
preoccupation accounts for the gut-level reactions that scientific and technological artifacts 
evoke, depend upon, and reproduce. It is especially important to note that both the durability 
of race as a cultural entity, and the jointly sustained sense of preoccupation to which it is 
attached, actually depend upon the ambiguity of race, rather than its certainty, in order to 
persist. That is to say that race becomes all the more durable, and all the more visceral of an 
investment, through the iteration of contradictory facts, logical inconsistencies, statements of 
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doubt, and protest. In other words, race becomes flexible through its over-determinacy, and 
over-determined through its flexibility.  

 In order to take stock of the life and politics of the APOE e4 allele through the lens of 
a preoccupation with difference, it is necessary to lay out a (partial) map of the cultural 
landscape in which questions about the allele’s significance emerged. Researchers began to 
probe the gene’s potential as a marker of ethnic difference with regard to risk for Alzheimer’s 
disease in the mid-1990s, in the wake of Allen Roses’ lab’s publication of papers in 1993 on 
APOE e4, and the fallout that the gene’s hype generated within and beyond the biomedical 
research community. In the first part of this chapter, I located the gene’s initial surge in 
publicity in 1993, and in the years that followed, within a developing regime of global 
competitiveness in the United States. I also outlined some of the conditions under which 
APOE e4 has been involved in remaking understandings and practices of aging, and in 
particular, vis- a- vis projections of a swelling Baby Boomer population on the horizon. Here, 
it is important to emphasize that in the mid-1990s, such anxiety over the unmanageable 
growth of the elderly population in years to come was articulated, both explicitly and 
implicitly, through categories and metrics of racial difference.  
 For example, in 1996, the US Bureau of the Census, in collaboration with the 
National Institute on Aging, released a report on a special study titled, 65+ in the United 
States.   In addition to projecting that elderly growth rates would increase dramatically 14

between 2010 and 2030, with the aging of the Boomer generation, the report maintained that 
the population of the oldest old (which included those 85 and older) would increase in 
particular, from under 3.5 million in 1994 to up to 27 million by 2050. These figures, it was 
noted, were calculated according to assumptions of future life expectancy, and of net 
immigration. The report also held that racial and ethnic diversity within the national elderly 
population would continue to increase, and that the proportion of elderly who were white/
non-Hispanic would decline from 87% in 1990 to 67% by 2050; by then, 10% of the elderly 
would be black, 7% would be Asian and Pacific Islander, and 16% would be Hispanic. It was 
forecast that, by 2050, among those 65 and over, the proportions of blacks and Hispanics 
over the age of 80 would increase to 30 and 36% respectively (from 20% for each in 1990), 
and that the proportion of those over 80 years of age among elderly whites would be even 
higher (at 40%).  Lastly, the Census Bureau maintained that in 1991, the three leading 15

causes of death in the United States were heart disease, cancer, and cerebrovascular diseases, 
and that such morbidities were stratified by race, and in some cases, gender. Black men 
between the ages of 65 and 84 had the highest rates of death due to both heart disease and 
cancer, and black men and women alike of the same age group had higher death rates due to 
cerebrovascular diseases than whites.    16

 A few other things stand out about the document’s assessment of the impending 
growth the elderly population. To begin with, the future of population aging in the US is 
inextricable from the specter, as well as the material realities, of racial difference, which 
promise to become more pronounced as the percentages of non-whites making up the the 
population over 65 grow. The increased purchase of racial otherness among the elderly 
reflects impending patterns of accelerated immigration, as well as rates of life expectancy, 
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which are projected to increase across all racial categories. The report also outlines a profile 
of health-related risks specific to older people of color. Moreover, in addition to cancer, it 
underscores the problem of cardiac health as a burden and risk factor weighing heavily upon 
elderly blacks and Hispanics in particular, in light of the uneven distribution of heart disease 
and cerebrovascular disease among ethnic groups. I will explore the discourse and politics of 
cardiac health, the APOE e4 allele, and risk for Alzheimer’s disease shortly. First though, it is 
important to examine preoccupations with (racial) difference as they emerge within the 
legislative sensibilities and practices shaping the experience of aging in the United States in 
the mid-1990s.  
 In 1996, the same year the US Bureau of the Census released its report on the 
growing elderly population, anxiety over racial otherness found sway in specific statutory 
policies built into the Contract with America. The latter aimed to reduce government 
spending, curb the welfare state, and restrict legal aliens, including the elderly, from access to 
federal and state benefits programs. Two such policies were the Personal Responsibility and 
Work Opportunity Reform Act (PRWORA), and the Illegal Immigration Reform and 
Immigrant Responsibility Act (IIRIRA) (Costich 2001-2002).  While its primary objective 
was to reform the welfare system by requiring work in exchange for limited-time assistance, 
PRWORA also proposed eliminating the part of Social Security (Supplemental Security 
Income, or ‘SSI’) that provided cash benefits to legal immigrants with serious disabilities, a 
significant portion of whom were elderly (Costich 2001-2002, 1051). For its part, the IIRIRA 
was designed to shore up national border control, to facilitate legal entry, to enforce legal 
deportations, and to mandate the verification of immigration status before dispersing federal 
public benefits, including Medicaid and SSI, to applicants (Costich 2001-2002, 1049-1051).  
 Although the Balanced Budget Act of 1997 amended the PRWORA to ease its 
restrictive requirements for eligibility for SSI for those arriving in the country up till August 
of 1996, the reforms to immigration policy largely remained in place for those arriving 
afterwards (Costich 2001-2002,1056). In part, these moves gained traction from a narrative, 
promulgated by the Heritage Foundation in 1995, that naturalized citizens would bring their 
sick, elderly parents to the US in order to exploit government benefits.  Barring reform, the 
story went, the number of elderly immigrants receiving such payments would reach 3 million 
by the 2005 (Costich 2001-2002, 1051, 1057). These policies also derived momentum from 
the 1994 passage of Proposition 187 in the State of California, which, though never enforced, 
proposed banning illegal immigrants from access to public resources, including non-
emergency health care and education.  
 Scholarship in the humanities and social sciences has engaged investments in racial 
otherness among the elderly (and sick) in the United States, as well as the legislative 
interventions that took place vis- a- vis the issue of immigration in the mid-1990s. Critical 
gerontological literature has called attention to higher levels of vulnerability to illness among 
elderly people of color compared to whites. More largely, it has underscored the cumulative 
effects of marginalization within interlocking systems of oppression that shape the 
experiences of aging, which include but are not limited to ethnicity, socioeconomic status, 
and gender. In themselves, these systems reproduce flows of financial and post-industrial 
capital, the erosion of the welfare state, and the multifaceted effects of globalization (Estes 
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and Associates 2001). Along the latter vein, Brett Neilson has thrown into relief the co-
constitutive relationships between globalization, on the one hand, and the meanings and 
practices of aging, on the other, at the turn of the 21st century. Pointing out that the nation-
state has lost jurisdiction over the flows of bodies, tissues, information, and capital that 
constitute the global bioeconomy, Neilson emphasizes the need to look beyond the borders of 
the nation in order to assess the biopolitics of aging in the contemporary moment.  
 Far from being a universal, biologically driven experience, he argues, aging in the 
early 2000s occurs across multiple, dissonant modernities shaped by uneven and globally 
dispersed distributions of power and vulnerability. Local experiences of aging are inflected 
by, for example, the decline in birthrates across OECD nations since the 1970s, and the 
steady increase in the percentages of their respective populations over 65; the migration of 
young workers from poorer nations in the global South to wealthier ones in the global North; 
the increased isolation and vulnerability of elderly populations in poorer nations; the 
proliferation of high-tech, high-finance interventions into the aging process available to 
consumers who can afford them; the privatization and reinvestment of national pension 
systems into the globally financed biotechnology sector, as well as the volatilization of 
retirement that such developments engender; and the shoring up of the borders and carceral 
mechanisms among wealthy, aging nations amid increased migrant traffic (Neilson 2003). 
Interpreted within Neilson’s historical and geopolitical framework, then, US nationalist 
legislation such as the PRWORA and the IIRIRA, coupled with xenophobic narratives about 
elderly immigrants consuming scarce public resources, may be situated within an emergent 
biopolitical world order that has remade and been remade by aging, ethnic difference, and 
life itself. 

These political and cultural developments have contoured the landscape in which the 
APOE e4 allele has come under question, both as a marker of risk for Alzheimer’s disease, 
and as a sign of racial difference, at the beginning of the 21st century. I now return to 
examine the mutually reproductive relations between APOE e4 as a tool of risk assessment 
for AD on the one hand, and durable preoccupations with such difference, on the other. I 
focus primarily on addressing how APOE e4 has inflected understandings and practices of 
African American identity and subjectivity, and how the gene’s significance has been shaped 
through such racial politics. In order to do so, it is necessary to briefly outline the patterns of 
inquiry that emerged in the biomedical research community regarding the associations 
between the APOE genotype, cholesterol, heart disease, and Alzheimer’s, in the mid-1990s.  

 In the wake of the APOE e4 allele’s highly profiled association with AD risk in 1993, 
a growing body of literature explored the association in more depth, probing the gene’s role 
in regulating the movement of fat in and out of neurons, and asking whether the e4 allele’s 
inefficiency in doing so had any bearing on a person’s susceptibility to Alzheimer’s. For 
example, it was pointed out that irregular transportation of cholesterol and phospholipids 
compromised the process of synaptic remodeling in response to an injury. Here, a special 
interest was taken in the role of APOE receptors in synthesizing acetylcholine, a 
neurotransmitter that facilitates the movement of fats into cells, and that is critical to the 
functions of memory and learning (Poirier 1994). Further, immunochemical analysis 
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localized APOE in 3 defining legions of Alzheimer’s, including extracurricular amyloid 
plaques, intracellular neurofibrillary tangles, and vascular amyloid deposits (Komboh 1995). 
Having already been linked to disorders of lipoprotein metabolism, and to atherosclerosis, the 
APOE e4 allele was implicated as a major component of the genetic basis not only for 
Alzheimer’s disease, but for cardiovascular disease as well (Contois, et al. 1996). 
Researchers also tabbed APOE e4 as a marker of risk for coronary artery disease (CAD), due 
to its role in elevating blood cholesterol. They noted the presence of premature senile plaques 
in cases of CAD and hypertension, as well as the presence of neurofibrillary tangles in the 
case of the latter, whereas such plaques and tangles had already been identified as 
pathological hallmarks of Alzheimer’s (Sparks 1997). Even so, further analysis called into 
question the connections between APOE genotype, plasma lipoproteins, and AD, and 
researchers argued that there was no consistent relationship between them (Romas, et al. 
1999). The point here is not to ferret out patterns of consensus among researchers and their 
respective studies, but to take stock of the enrollment of Alzheimer’s in ongoing 
investigations into and arguments about the etiology of heart disease, and vice versa, through 
the figure of the APOE gene. 

 By the early 2000s, discussions regarding the interactions between the APOE gene, 
cholesterol, and risk for Alzheimer’s disease expressed a preoccupation with racial 
difference, specifically having to do with African Americans and those of African ancestry 
outside of the United States. For example, researchers questioned whether higher levels of 
total serum cholesterol (TC) were associated with higher levels of risk for AD in African 
Americans both with and without the APOE e4 allele. They maintained that, although higher 
levels of TC did indeed raise subjects’ risk for Alzheimer’s, they only did so in the absence of 
APOE e4. In other words, the presence of the allele seemed to actually neutralize the 
correlation between higher levels of TC, and higher levels of risk for AD. Importantly, the 
study circumscribed cholesterol as a potentially modifiable “environmental risk factor 
(Evans, et al. 2000).” Another project, the MIRAGE Study, extended the investigation into 
cholesterol levels, APOE genotype, ethnicity, and AD risk by engaging the effectiveness of 
statin use prior to AD onset. Although they found that statin use did indeed correlate to 
reduced risk for Alzheimer’s, they reported that neither African American racial background, 
nor APOE genotype had any bearing the relationship between statin use and AD risk (Green, 
et al, 2006).  

 Elsewhere, the Indianapolis-Ibadan Project probed the relationship between the 
APOE genotype and AD risk outside of the US, and specifically among Nigerian Yoruba. 
Investigators pointed out that incidence rates of Alzheimer’s and dementia among Yoruba 
were less than half of those among African Americans. Their stance on the APOE genotype 
was somewhat equivocal: On the one hand, they asserted that APOE e4 allele was a risk 
factor for Alzheimer’s among African Americans, but not among Yoruba; on the other hand, 
they suggested that interaction was at indeed at play between APOE genotype, cholesterol, 
and AD risk along African Americans and Yoruba alike. The project’s investigators noted that 
African Americans suffered from higher rates of diseases related to cardiovascular risk than 
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did Yoruba, including hypertension, diabetes, metabolic syndrome, and 
hypercholesterolemia. They also urged more intensive analysis of gene-environment 
interactions, and of the variant rates of AD susceptibility among different populations 
worldwide (Hall, et al. 2006; Hendrie, et al. 2006).  

 Here, the underlying point is that the gene may be read as a figure through which 
various understandings of the relationships between race, genetics, environmental conditions, 
and agency are articulated. In reviewing the studies, it is clear that the APOE e4 allele has 
been a subject of investment, but even more pronounced are researchers’ perceptions of the 
gene’s limitations in terms of its practical use-value. It is not that the gene has no bearing at 
all on a subject’s risk for AD, but that its effects may be mediated by a host of molecular and 
environmental influences that could impinge upon (and possibly be impinged upon by) the 
significance of a subject’s APOE genotype. Factors such as total serum cholesterol, statin 
use, and even geographical location, in light of the high incidence rates of AD among African 
Americans compared to Yoruba, in the latter case, may interact unpredictably with or render 
inconsequential the effects of APOE e4. It is also critical that the literature probes not only 
cholesterol levels, but statin use in relation to Alzheimer’s risk and APOE genotype, given 
that cholesterol levels may be proactively managed, and that statin use is a concrete means of 
doing so. These investigations, their questions, and their findings, however partial, have 
engaged APOEe4 as an actionable phenomenon, as opposed to one having pre-determined 
force. I will return to these points later.  

 More broadly, it is important that these inquiries into the APOE gene’s potential as a 
tool for profiling risk for Alzheimer’s among African Americans, as well as Yoruba, have 
shored up larger questions about heart disease and its complex layers of causality.  
Scholarship in the history and sociology of medicine has called attention to the mutually 
constitutive relations between medical discourse on heart disease, and racial identities and 
subjectivities in the United States. For example, Janet Shim has pointed out the unequal 
distribution of the burden of heart disease across racial and socioeconomic differences, 
underscoring the fact that African Americans have the highest rates of hypertension in the 
world. She critiques what she describes as a “science-lay divide” in the field of 
cardiovascular epidemiology, arguing that this divide is complicit in reproducing troubling 
patterns of inclusion and exclusion within epistemic and clinical practices. Specifically, she 
finds that researchers and clinicians tend to translate differences in race and class into 
demographic variables that individualize and atomize ‘culture-specific’ risk profiles for heart 
disease. In contrast, laypeople are more apt to invoke structural inequalities, from a holistic 
standpoint, while reflecting on the processes of disease causation. Epidemiological models of 
heart disease risk, Shim maintains, reproduce biopolitical techniques of surveillance and 
control vis- a- vis ‘at risk’ populations, while paring away the broader social and structural 
significance of categories of racial, socioeconomic, and gender difference (Shim 2014).  

 For his part, Jonathan Kahn has examined the US Food and Drug Administration’s 
2005 approval of the drug, BiDil, as a means of treating heart failure in self-identified black 
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patients. Deconstructing BiDil’s emergence as the first ‘ethnic drug’, Kahn maps the legal 
and regulatory conditions under which the the drug was assembled. He emphasizes the 
importance of the values and practices of the technology transfer and patent regime that 
gained traction in the 1980s, as well as the molecularization and marketization of race that 
the regime enabled through the early 2000s. He cautions against the potential for genetics-
oriented technologies such as BiDil to obscure the social dimensions and power dynamics of 
racial health inequalities, in favor of consumer-driven and drug market-based solutions 
(Kahn 2010).  

 In her meditation on the historical lineages of preoccupation with difference, Anne 
Pollock argues that, since its inception before World War I, the discipline of cardiology has 
reproduced and been reproduced by racial frameworks, and their ideologies and practices of 
social order and progress. By negotiating and resisting racialized taxonomies of heart disease, 
African American physicians and patients alike have exercised agency, as biocitizens, within 
American civic life through participation in an especially fraught domain of medical 
knowledge and expertise. Pollock emphasizes the importance of moving beyond a critique of 
genetic determinism, and of more carefully engaging the interventionist strategies that actors 
pursue. This stance plays out through her analysis of the Framingham and Jackson Heart 
Studies, of racialized theories of hypertension, and of the viability of generic and brand-name 
drugs to reduce hypertension in African Americans in the early 2000s (Pollock 2012). 

 The point here is not to reduce the racial politics of APOE e4 to those of 
cardiovascular disease, but to shed light upon the underlying contentiousness of AD’s 
genealogical lineage as a clinical category. In other words, the above analyses throw into 
relief some of the questions and truth claims about, as well as ongoing struggles over racial 
difference that have shaped the broader landscape of health disparities within which inquiries 
into the genetics AD susceptibility have emerged. Read together, the works also provide a set 
of lenses through which to interpret some of the historical and epistemic conditions under 
which the APOE e4 gene has come under investigation as a marker of risk for Alzheimer’s 
disease, and of racial specificity among African American subjects. In what follows, I explore 
how Shim’s critique of the knowledge politics of the “science-lay divide”, Kahn’s mapping 
of the co-constitutive relations between race and pharmaceutical capital, and Pollock’s 
understanding of genetics as an arena of political agency may be brought to bear upon a high-
profile investigation into the APOE e4 allele’s use-value among lay subjects, the REVEAL 
Study.   

 Supported by the National Human Genome Research Institute and the National 
Institute for Aging, beginning in 1999, the REVEAL (Risk EValuation and Education for 
ALzheimer’s disease) Study is a series of randomized, multi-site clinical trials examining the 
behavioral and psychological impact of providing genetic susceptibility assessment to 
members of at-risk populations. As a multidisciplinary endeavor, the project has been carried 
out by a team of researchers specializing in neurology, genetics, genetic counseling, 
psychology, and bioethics (Christiansen, et al. 2008). Ongoing as of 2016, the study has 
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unfolded over 4 funding cycles, and has enrolled over 1100 study participants during each of 
3 separate trials since 1999. Building off of Alzheimer’s as a paradigm for disclosure, the 
study probes the ethical, social, and translational issues involved in genetic susceptibility 
testing for common diseases, in light of the expansion of genome-wide-association studies 
identifying genetic risk factors for such diseases, and the growing impetus to commercialize 
genetic testing products.  REVEAL’s initial phase sought to identify subjects who were most 17

likely to seek out genetic testing services for AD risk, and to better understand their 
motivations for doing so. Subsequent phases have focused on the benefits and pitfalls of 
creating and disclosing ethnicity-specific susceptibility profiles, and on optimizing methods 
of providing subjects with risk information about AD.  They have also aimed to customize 18

risk communication protocols for people with MCI, and to generate more empirical data 
about the behavioral and psychological effects of APOE genotype disclosure to those with 
MCI.  19

 For my purposes, the REVEAL Study’s second phase is especially significant. 
Operating between 2003 and 2006, the phase pursued multiple goals. To begin with, it sought 
to evaluate the effectiveness, vis- a- vis its subjects, of a newly developed genetic counseling 
and education protocol. More importantly, the phase aimed to address whether risk 
assessment for Alzheimer’s should be stratified by ethnicity, probing the scientific and ethical 
issues involved in creating risk models for African American subjects, based upon data for 
the APOE genotype.  REVEAL II took as its point of departure the fact that 95% of its 20

Phase I subjects self-identified as white, whereas African Americans had been found to suffer 
greater overall risk for AD, from a statistical standpoint. Generating data sensitive to ethnic 
diversity would be a meaningful step toward rectifying this discrepancy, and toward fulfilling 
the NIH’s guidelines regarding inclusiveness in clinical studies. Accordingly, REVEAL II’s 
researchers reviewed epidemiological data relevant to such ethnicity-specific rates of risk. 
Alongside epistemic and ethical complications, they weighed the practical feasibility of 
creating ethnicity-specific risk curves. Next, they used existing data from the MIRAGE 
Study on first-degree relatives (FDR’s) of people diagnosed with Alzheimer’s in order to 
develop separate risk curves for whites, on the one hand, and African Americans, on the 
other. These curves, which were likewise designed for FDR’s of those diagnosed with AD, 
incorporated the MIRAGE Study’s data pertaining to the APOE genotype, age, and gender 
among self-identified African Americans and whites alike (Christensen, et al. 2008, 210). 

 It is important to consider the structural conditions under which the REVEAL Study 
has operated, in customizing risk curves for Alzheimer’s disease for separate ethnic groups. 
Moreover, it is impossible to extract the REVEAL Study’s tools and objectives from the 
translational regime of scientific knowledge-making within which the project has taken 
shape. This is especially the case when bearing in mind Kahn’s reading of the 
molecularization of race that has reproduced and been reproduced by a politics of 
personalized medicine, which was burgeoning in the US by the early 2000s. It is also not 
realistic to ignore the specter of genetic determinism to which Kahn has called attention in 
his analysis of the reification and racialization of the figure of the gene, which has taken 
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place through BiDil’s emergence as a drug tailored to (what are understood to be) African 
American needs.  

 At the same time, a critique of genetic determinism is not sufficient to address the full 
scope of the REVEAL Study’s epistemic goals and practices. Moreover, REVEAL II set 
itself apart from other genetics-centered knowledge projects through its investment in 
community engagement in approaching questions related to ethnicity, individual risk 
assessment, disclosure, and statistical modeling. At Case Western University, one of the 
study’s four participating universities, REVEAL II organized a focus group made up of seven 
individuals who self-identified as African American, and who all had a parent who was 
affected by Alzheimer’s disease. The group consisted predominantly of women, middle-aged 
or older, with at least a bachelor’s degree. Members of this group met with personnel from 
the Alzheimer’s Association, along with representatives from REVEAL II’s staff, to discuss 
whether and how to disclose information to African American research subjects regarding 
APOE genotyping for AD risk. 

 Prefatory dialogue addressed whether ethnicity should be a factor in calculating 
individual and population-based risk profiles. The collective also sought to establish 
meaningful patterns of communicating about ethnicity and the significance of the APOE 
genotype. They discussed how much detail researchers should include in disclosing the 
potential differences in the impact of APOE genotype on Alzheimer’s risk for people of 
different ethnicities. Further, the group engaged questions about the effectiveness and 
ethicality of recruitment practices aimed at drawing African Americans, as well as those 
identifying with other ethnic groups, into future phases of the REVEAL Study (Ibid) . 
Reflecting upon the fact that extant risk curves for AD had been generated from data derived 
from predominantly white populations, a focus group participant stated, “I would probably 
feel more comfortable if I had some data that specifically targeted African-Americans, you 
know? But that wouldn’t pull me away from the table. I’m going to be involved at some level 
because I think it’s interesting work and it’s important work, so whatever information I can 
get is valuable.” However, the group members emphasized the importance of being informed 
that particular risk estimates were based on studies that initially had not included meaningful 
numbers of African Americans. They also wanted to know that steps were being taken to 
procure ethnically specific data in the future: Another participant suggested that such 
attempts to address ethnic differences in AD risk distribution amounted to nothing less than 
the pursuit of social justice through inclusion: “I think you can position yourself as saying 
we’re rectifying a situation (Ibid).” 

 To be sure, REVEAL II’s designs were not without limitations. For example, it has 
been argued that community engagement -oriented approaches are more meaningful when 
members of underserved populations are able to collaborate with investigators at the earliest 
stages of a study’s conception. It has also been pointed out that a mere handful of participants 
in a focus group, engaging in limited dialogue with investigators, may fall well short of 
representing the needs of the community for which the group stands. Alternatively, 
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community forums, held on a more frequent, ongoing, and inclusive basis, may be much 
more effective in establishing and enriching lines of communication with academic 
researchers (Christensen, et al. 2008, 212). Nonetheless, it is important to recognize the 
weight that the focus group’s input carried within REVEAL II’s design process. Moreover, 
the project’s investigators prioritized the group’s feedback on the value of ethnically specific 
risk curves over their own reservations about incorporating ethnicity into AD risk models, 
from a methodological standpoint. This move seems appropriate, in light of the study’s 
underlying concern with the behavioral and psychosocial effects of APOE genotype 
disclosure. Even so, REVEAL II’s gesture to not only allow, but to actively mobilize its 
subjects to intervene in some of the fundamental conditions of its knowledge-making project, 
commands attention. 

 REVEAL II’s community engagement tactics provide grounds for further study that is 
beyond the scope of this chapter. It is important to point out, though, that the focus group’s 
comments speak to the project’s complicity in remaking some of the meanings and practices 
that constitute both APOE e4, on the one hand, and blackness, on the other, as sites of 
knowledge and identity vis- a- vis the specter of Alzheimer’s disease. For example, what is 
especially provocative is the sentiment that the project’s participants may “position 
[themselves] as saying [they] are “rectifying a situation.” This statement carries multiple 
implications. First, it suggests that REVEAL II’s participants have mobilized APOE e4 to 
rectify the relations of power, truth, expertise, and credibility that have enabled and been 
enabled by the “lay-science divide”. More broadly, the speaker avows a history (and/or a 
“situation”) of racial domination and exploitation exercised through scientific, and in 
particular, genetics-based knowledge projects. REVEAL II’s collaborative engagements with 
APOE e4 signal a step toward mitigating this legacy of epistemic and material violence, and 
toward a more just distribution of the benefits of genetic knowledge and institutional 
resources among historically disenfranchised subjects. Further, the meanings and use-values 
attached to APOE e4 are actionable, rather than being set-in-stone. The statement remakes 
not only APOE e4, but Alzheimer’s into something other than a condition with a fixed 
etiology, constellation of symptoms, and clinical outcome. AD itself becomes a live 
“situation” with multiple actors and moving parts, rather than a predetermined affliction that 
descends upon its victims.  

 Simultaneously, REVEAL II has intervened in the epistemic and social significance 
attached to blackness.  This dynamic comes into play through the focus group participant’s 
reflections on the fact that extant risk curves for Alzheimer’s, based on APOE genotype, had 
been generated using from data from an overwhelmingly white contingent of subjects. The 
focus group subject stated that she would “probably feel more comfortable if [she] had some 
data that specifically targeted African Americans,” but that knowing that none existed 
“wouldn't pull [her] away from the table.” After all, there was “interesting” and “important 
work” being done, and “whatever information” she could get would be “valuable”. Here, the 
subject’s identity is not reducible to blackness; she is still interested in extant knowledge 
about the APOE genotype and its risk estimates in relation to AD, even if the knowledge is 



!81
not ethnicity-specific. In other words, the APOE genotype bears significance, or “value”, that 
exceeds the boundaries of racial identity that differentiate everyone at “the table”. The 
subject’s investments at “the table”, as someone who knows and acts in relation to shared 
knowledge about APOE/AD, exceed the conditions of her identification with blackness. Even 
so, blackness remains an immutable condition of personhood, and of knowing and acting vis-
a-vis APOE/AD, given that the prospect of race-specific risk curves for APOE genotype and 
susceptibility to AD promises a sense of basic comfort in the future, not luxury. Further, 
blackness continues to become a phenomenon around which to organize acts of civic 
participation, at the table of knowledge sharing about APOE/AD. It is through these acts of 
biological citizenship that blackness and the APOE genotype impinge upon and remake one 
another as markers of identity and communal affiliation.  

 Conclusion 
  
 This chapter has asked how the APOEe4 gene been imagined among scientists, as a 
marker of increased risk for Alzheimer’s disease, and it has explored the kinds of meanings 
and practical values the gene has been assigned. In the first part of the chapter, I have used 
Allen Roses’ 1995 speech before Congress as a point of departure, I have argued that the 
gene’s significance is deeply promissory: At face value, the gene offers a prognosis as to a 
person’s susceptibility to AD. In addition, as Roses’ speech illustrates, the gene bears the 
promise of future biomedical innovation that will allow scientists to intervene in processes of 
aging and AD development, and that will speed the process of rejuvenation on the level of 
the molecule. I have situated these promises within the historical context of a neoliberal 
regime of governance taking shape in the US in the 1990s. This regime implemented polices 
that rolled back the welfare state’s protections, and that compelled the aging and elderly to 
assume greater responsibility for their finances, health, and quality of life. The promise of 
rejuvenation on the levels of the gene and the molecule, moreover, folded into the promise of 
a healthier, younger, and self-disciplined aging population.     
 The second part of the chapter has examined the friction that the gene has generated 
among scientists, particularly with regard to African American ethnic identity, and I have 
argued that these unresolved discussions demonstrate a nagging ‘preoccupation with 
difference’. Here, I set up a point of contrast between Roses’ speech on APOEe4, which is 
unwaveringly forward-looking, and the measured, lingering affect of doubt that marks 
engagements with the question of ethnicity. I argue that the persistence of ethnicity within 
research on APOEe4 and Alzheimer’s disease risk reflects a preoccupation with managing 
‘other’ kinds of aging bodies, which unfolded on the scale of US public policy at the turn of 
the 21st century. I go on locate questions regarding the APOEe4 gene and its relationship to 
African American ethnicity within the racial politics, history, and science of cardiac health in 
the US. In closing, I examine the objectives of the REVEAL Study, which aims to engage 
African American subjects as active collaborators in research on the APOEe4 gene and 
Alzheimer’s risk, and I argue that the gene has become a site through which possibilities for 
biological citizenship and historical reckoning have emerged. In a broader sense, I argue that 
Roses’ speech, on the one hand, and the scientific literature on APOEe4 and ethnicity, on the 
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other, demonstrate the unevenness and the historical specificities of the contexts in which the 
APOEe4 gene has been taken up as a risk factor for Alzheimer’s within the scientific 
community, and among human subjects.  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Chapter Four: From the Cold War to the Neuropolitical Self: Senility and Alzheimer’s 
Disease in the Pharmaceutical Imaginary, 1950s to the Early 2000s 

  
 This chapter asks how forward-looking ideas and feelings toward Alzheimer’s have 
taken shape in the domain of pharmaceutical marketing for anti-Alzheimer’s drugs. The early 
2000s witnessed the accelerated growth of the the market for these drugs, as well as the 
increasingly visible circulation of drug-related marketing materials in biomedical journals, on 
mainstream television, and on the Internet. In what follows, I pursue a comparative reading 
of a series of advertisements for drug compounds designed to manage symptoms of aging 
and senile dementia, which appeared during the 1950s and ‘60s, on the one hand, and a series 
of advertisements for drug products for managing symptoms of Alzheimer’s disease, which 
appeared in the 1990s and 2000s, on the other. This approach aims to throw into relief some 
of the historical and rhetorical specificities of aging and Alzheimer’s, as knowable and 
actionable phenomena in American culture over the second half of the 20th century, and the 
turn of the 21st.  
 I ask the following questions: How do to the two series of advertisements represent 
the dynamics of power, knowledge, agency, and constraint that have shaped the relationships 
that researchers and clinicians, as well as clinical trial subjects and patients, have had with 
drug therapies for senility and Alzheimer’s disease? Next, how do the drug ads mediate the 
relations of power operating along axes of social difference, marked by categories including, 
but not limited to age, gender, race, and class-identity? Further, how might the two series of 
ads speak to some of the historical and epistemic mutations that have occurred, and that have 
implicated the phenomena of senility and Alzheimer’s, within the politics of life itself over 
the past 50 years in American society? What kinds of forms of hope, anticipation, fear, and 
intrigue have the series of ads respectively conveyed toward the future, and how might one 
account for the contingencies of affect vis- a- vis senility and AD, as well as the drug 
technologies through which the latter conditions are mediated?  
 This chapter unfolds in two main parts. The first part examines advertisements for 
drug compounds designed to attenuate the affective symptoms of senility, which appeared in 
American medical journals in the 1950s and ‘60s. I situate the ads within a Cold War- era 
landscape in which mind and brain came to be assembled as sites of biopolitical governance, 
and in which the psychodynamic imperatives of well-adjusted-ness in old age held sway, 
even as the technologies and rationalities of neuro-cybernetic control gained traction. I go on 
to locate the ads within a specific moment within the institutional and cultural history of 
medicine in America, in which clinicians were inscribed as subjects of epistemic authority. 
Lastly, I argue that the ads, and the narratives they tell about senile dementia, reflect and 
intervene within the fraught politics, as well as the imagined futures, of gender and race 
within mid-20th century US culture.  
 The second part of this chapter examines ads for drug products specifically targeting 
Alzheimer’s disease, which circulated not only within biomedical journals, but within 
popular magazines, on the Internet, and on television in the 1990s and early 2000s. I situate 
this series of ads, as well as AD’s conditions of possibility as a knowable object of 
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intervention, within a ‘neuropolitical’ order taking shape at the turn of the 21st century on a 
transnational scale. Further, I trace shifts in the politics of knowledge, authority, and agency 
that have materialized by the end of the 20th century, in which patients, as well as caregivers 
for those diagnosed with Alzheimer’s, have been activated as ‘biological citizens’. Finally, I 
read a TV-based ad for the drug product, Exelon, and I argue that the ad’s narratives both 
reproduce and unsettle the global politics and imaginaries of gender, race, aging, and labor at 
the beginning of the 21st century in American society.  

Thorazine and Ritonic: Imagining Senility in the Cold War Era 

 In the mid-1950s, drugs aimed at mitigating symptoms of senile dementia began 
coming to market in the US. They were designed according to three broad therapeutic 
approaches. The first approach was oriented around the development of psycho-stimulants 
(including pentylenetetrazol, for example), which aimed to counteract the lack of energy, 
alertness, and motivation believed to be characteristic of mental decline among the elderly. 
The second approach was to develop cerebral vasodilators (such as nicotinic acid), which 
were designed to improve the poor circulation that had been identified as a causal factor in 
cases of senile dementia. The third focused on the problem of inefficient cell metabolism 
within the brain, which had been linked to senile cognitive impairment, by developing 
cerebral metabolic enhancers (such as dihydroergotoxine). Though distinct, these three 
strategies of drug design frequently overlapped one another in practice. For instance, 
dihydroergotoxine was first conceived and marketed as a cerebrovasodilator, but was 
eventually reclassified as a metabolic enhancer. What is especially significant about these 
early therapeutic approaches to senile dementia is that the drug agents were not aimed at 
specific pathological mechanisms. Rather, they were intended to improve an elderly subject’s 
overall affect, including behavioral patterns and mental functioning, all of which were 
understood to have declined with advancing age (Ballenger 2009,196).  
 In other words, these chemical compounds were conceived and deployed as tools for 
helping those showing symptoms of senility to maintain the activities, behaviors, and 
interpersonal relationships associated with mainstream life and living in the US in the 1950s 
and ‘60s. Advertisements for these drugs circulated within academic research publications 
specializing in gerontology, such as Geriatrics and the Journal of the American Geriatrics 
Society, but also in publications aimed at audiences beyond the discipline, such as the 
American Journal of Psychiatry, and Psychosomatic Medicine. For example, an ad for 
Ritonic, a psychostimulant engineered for subjects over the age of 65 showing signs of 
listlessness and depression, appeared within a 1959 issue of the Journal of the American 
Geriatrics Society. Plugging for a “new revitalizing tonic” that “brightens the second half of 
life”, the text implores its clinician readers to prescribe a compound of methylphenidate 
(Ritalin), ethinyl estradiol, methyltestosterone, nicotinamide, and various vitamin 
supplements to their “geriatric”, “middle-aged”, and “post-menopausal” patients. This 
cocktail promises to attenuate “a sense of frustration and inadequacy, faulty nutrition, [and] 
waning gonadal function”, all of which are “problems of middle age and senile let-down”. 
The ad goes on to cite a study published in the JAGS the previous year, as well as a 
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forthcoming report from another study, which affirm findings that Ritonic is a “safe, effective 
geriatric supplement”, and that “patients reported an increase in alertness, vitality, and sense 
of well-being.” The space adjacent to the text features a hand-drawn, black- and- white 
sketch of what appear to be multiple, ethnically white,  
androgynous figures superimposed upon one another, each swinging a golf club, and 
positioned at varying points in the full swing. The prospect of drug-induced behavioral 
improvement among those showing symptoms of senility also takes shape within an ad for 
the compound marketed under the trade name Thorazine, which appeared in a 1957 issue of 
Geriatrics. The drug was developed in France as Chlorpromazine in the early 1950s, sold to 
the American company SmithKline in 1952, and approved by the US Food and Drug 
Administration in 1954 to treat schizophrenia, mania, psychomotor excitement, and other 
psychic disorders (Ban 2007, 495-7; Long 1992, 321–5). Marketed under the names 
Thorazine and Largactil, among others, Chlorpromazine was designed as a substitute for 
interventions including electroconvulsive therapy, hydrotherapy, psychosurgery, and insulin 
shock therapy (Healy 2004, 37-73). The 1957 advertisement, paid for by Smith, Kline, and 
French Labs of Philadelphia, features an image of an adult white woman, seated and on the 
telephone, asking the question: “Doctor, what can you do for Pop?” Adjacent to the woman 
stands a distraught-looking, elderly white man, dressed in formal clothing and a striped tie, 
wielding a cane that is menacingly poised to strike the reader. Addressed to the clinician, the 
text states: “Deeply involved in the problem of the hostile, agitated senile are all members of 
the family…and you, their physician.…With Thorazine, senile patients become calm, 
agreeable and sociable. They begin to eat and sleep better, often gain weight, and improve 
physically.” The highlighted part of the ad affirms Thorazine’s effectiveness in helping with 
“prompt control of the agitated, belligerent senile.” As does the ad for Ritonic, the ad for 
Thorazine features testimony from a clinical researcher, who observes: “Older persons with 
such disorders can be treated at home by the general practitioner with much benefit and with 
great relief to the family.” 
 Another ad for Thorazine, which circulated in a 1956 issue of the journal, 
Psychosomatic Medicine, explicitly calls attention to the gendered dimensions of aging, 
featuring a close-up photograph of a middle-aged white woman’s face. Her brow is furrowed 
as she stares, with seeming petulance at the reader, and her dark hair is pulled starkly back 
into a bun that contrasts her pearl-white earrings. She wears a solid-colored, dark sweater 
with a neckline that cuts straight across the bottom of her neck, making her appear somewhat 
androgynous. Here, the drug compound “promises to relieve the severe emotional upset of 
the menopausal patient.” Elaborating, the text states that “‘Thorazine’ can facilitate the 
overall management of your menopausal patient. Its unique, non-hypnotic tranquilizing effect 
relieves anxiety, tension, agitated depression and helps you restore the patient a feeling of 
well-being and a sense of belonging. ‘Thorazine’ is available in ampuls, tablets and syrup (as 
the hydrochloride) and suppositories (as the base).”  
 A few major themes emerge from the textual and visual content of the ads for Ritonic 
and Thorazine: First, the ads make no explicit mention of a disease target for the compounds 
being marketed. Rather, they dramatize the specter of aging subjects whose behavior has 
diverged from societal expectations of self-possession, and who need to be restored to 
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civility. Accordingly, the drugs are aimed at mitigating a cluster of symptoms of social 
maladjustment broadly associated with aging and senility. In the case of the Ritonic ad, the 
subject has been restored to the point of being able to play golf, a leisure activity enjoyed by 
active retirees; for its part, Thorazine stabilizes an elderly man’s erratic and even threatening 
behavior, while promising to cheer up a sour-faced menopausal woman. Next, all three ads 
are explicitly addressed to the clinicians who are presumed to be reading the journals, which 
becomes clear through references to “you, the physician”, and to “your geriatric, middle- 
aged, and post-menopausal patients”. This gesture interpellates the medical practitioner as the 
figure of knowledge and administrative authority to whom the senile patient, as well as his or 
her caregivers, tacitly defer. Third, the narratives make various claims about markers of 
social identity and subjectivity, including those of race, gender, class, and sexuality, which 
are inextricable from the claims made about senility and drug effectiveness. Moreover, the 
ads’ depictions of health, illness, (dis)ability, domesticity, sociality, and pharmacological 
intervention are moored within intersectional politics that need further examination. 
 From an historical standpoint, these stories about aging, senility, and drug therapy 
reflect and reproduce the rationalities and technologies of Cold War-era (approximately 
1947-89) modes of biopolitical governance. To begin with, the advertisements for Thorazine 
and Ritonic project a deep-seated concern with behavioral maladjustment as a symptom of 
senility, a preoccupation characteristic of post-WWII engagements with the social and 
environmental underpinnings of pathology, which took shape, largely in part, as a critical 
response to Nazi-era discourses of biological determinism. This stance with regard to the 
causes of pathology enabled and was enabled by projects of social engineering, which 
materialized through the growth of disciplines oriented around the management of mind and 
brain: Such fields of study and practice included, for example, psychoanalysis, humanistic 
psychology, cognitive psychology, and biological psychiatry. Gaining authority as an area of 
research with robust subsets, the discipline of psychology proliferated vocabularies of social 
and mental adjustment, which operated not only in the spaces of the laboratory and the clinic, 
but on global geopolitical registers (Nadesan 2008,154-5). 
 During this period, the Cold War-era security state funded public and private projects 
aimed at cultivating domestic stability among citizens, and at understanding and 
instrumentalizing the dynamics of social persuasion and compliance (Nadesan 2008, 155-8). 
In 1952, the American Psychiatric Association published the first edition of the Diagnostic 
and Statistical Manual of Mental Disorders (DSM), a guidebook for the classification of 
emotional and psychological distress that had been adapted from the US Army during WWII. 
Containing just over 100 entries, the DSM deployed the language and concepts of 
psychoanalysis and psychodynamic diagnosis, emphasizing the impact of conflict at the level 
of the unconscious (Orr 2010, 363). As artifacts of drug marketing culture during the mid- to- 
late 1950s, the ads’ references to psychological states of distress, including “a sense of 
frustration and inadequacy”, “senile let-down”, “emotional upset”, “agitated depression”, and 
“hostility” reproduce broader biopolitical tactics of governing the population at the site of the 
individual psyche. 
 At the same time at which the ads reproduce psychodynamic models of senile 
dementia, the visual aesthetics of the 1959 Ritonic ad appear to gesture toward the impending 
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emergence of the fields of biological and cybernetic psychiatry. Moreover, the subject of the 
ad, whose range of motion and mental affect seem to have been diagrammed with sharp 
black lines and angles, more closely replicates the geometrically exact anatomy of Da Vinci’s 
‘Vitruvian Man’ than it does a patient of Freudian psychoanalysis. Emphasizing the 
biological underpinnings of mental illness, biological psychiatry flourished within the 
context of heightened concern over national security, technological progress and 
competitiveness, and the psychic resilience of private citizens and military personnel alike. 
By the early 1960s, the military state, with the objective of optimizing the physical and 
mental fitness of its soldiers, had increased its investments in the physiological dimensions of 
fatigue, aggression, and irritability, and in the prospect of pharmacological intervention 
(Nadesan 2008, 157).  Psychopharmacology assembled the brain as a site of cybernetic 
control, modeling the central nervous system as an automated circuit of information delivery 
and feedback mechanisms through which to administrate biological and psychological 
equilibrium amid the rigors of deployment, including extraterrestrial space flight (Orr 2010, 
358). Over the 1960s and ‘70s, the evolving field of ‘psychoelectronics’ embedded electronic 
technologies at all levels of the psychiatric institution. In addition to electric shock therapy, 
technological interventions included the computer-based evaluation of clinical and 
epidemiological data, the automation of clinical diagnosis and patient case histories, and the 
electronic tracking and surveillance of the patient population (Orr 2010, 360). 
 Within this theater of burgeoning expertise in the mental health disciplines, the 
Thorazine and Ritonic ads’ explicit references to “you, the physician”, and to “your 
geriatric…patients” interpellate the physician as the subject of epistemic and institutional 
authority. These modes of address appear during a time period of expanding federal and 
medical professional control over the prescription, consumption, and marketing of drug 
products, including those used in the treatment of symptoms of dementia. Beginning in the 
1930s, New Deal activists, including consumer groups (such as the National Consumers 
League), pushed to broaden federal jurisdiction, which had been relatively restricted during 
the first few decades of the 20th century, over drug marketing practices. In 1938, Congress 
passed the Food, Drug, and Cosmetics Act (FDCA), in response to over 100 deaths that 
occurred due to adverse effects traced to consumption of the SE Massengill Company’s 
‘Elixir Sulfanilamide’. The FDCA required drugs to be proven safe, and to have been 
approved by the US Food and Drug Administration in order to be eligible for the market. 
Furthermore, the Act required certain drugs to be sold with a label that warned against usage 
without the supervision of a licensed physician, dentist, or veterinarian, and contained 
directions for usage written in dense medical jargon that only a licensed health care 
professional was likely to understand (Donahue 2006: 666). 
 By 1941, FDA officials had classified more than 20 drugs or groups of drugs as being 
too dangerous to use without a doctor’s prescription. In 1951, Congress passed the Durham-
Humphrey Amendments to the FDCA, which created a statutory definition of prescription 
drugs, which were potentially too toxic, or too functionally complex to consume without the 
guidance of a practitioner licensed to administer such drugs. These amendments gave legal 
traction to the American Medical Association’s longstanding view that physicians should 
have control over the distribution and consumption of pharmaceutical products (Donahue 
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2006, 667). Between 1939 and 1959, drug sales rose from $300 million per year to $2.3 
billion per year, with prescription drugs accounting for all but approximately $4 million of 
the increase. Physicians’ power to authorize the usage of prescription drugs both enabled and 
was enabled by pharmaceutical companies, which concentrated their promotional activities 
on medical professionals, as opposed to lay consumers.  
 By the 1960s, 90% of drug advertisements, which were delivered by print mail, 
circulated within academic and professional journals, and performed by pharmaceutical 
representatives in doctors’ offices, were aimed at physicians; the remaining 10% targeted 
pharmacists and hospitals (Ibid).  More broadly, power over prescription drugs helped 
consolidate, on a structural basis, the physician’s increasing authority, professional 
sovereignty, and upwardly mobile middle- class standing within US culture (Pescosolido and 
Martin 2004, 750). The power to prescribe worked in concert with the joint efforts of 
philanthropic bureaucrats and university presidents to reform medical education, develop 
research and teaching hospitals, and establish new licensing laws (Pescosolido and Martin 
2004, 738); the proliferation of medical schools nationwide; the ‘scientization’ of medical 
school curricula; and the growth of infrastructural linkages between academic laboratories 
and sites of clinical practice (Donahue 2006, 667). 
 The modes of address within the Ritonic and Thorazine ads may also be situated amid 
the epistemic practices, value systems, and struggles for legitimacy occurring within the 
disciplines of geriatric psychiatry and gerontology, in the US in the mid-20th century. The 
appeal to expert authority to prescribe drugs for senility both constituted and was constituted 
by the mobilization of the field of geriatric psychiatry in the US, which gained momentum in 
the mid-1930s. The reasons for the field’s growth at this time were multifold. Perhaps most 
importantly, widespread concern had taken shape over the steady influx of elderly patients 
into state mental hospitals, which had increased since the late 19th century due to policy 
changes under which the state assumed responsibility for all mentally ill persons, including 
those diagnosed with senile dementia (Ballenger 2006, 38-9). 
 This particular context calls to mind the promises that the first Thorazine ad makes, to 
allow the treatment of senile subjects at home, as opposed to within the confines of an 
institution: Amid concerns over an impending demographic crisis due to overcrowding at 
mental hospitals, psychiatrists were put upon to establish a viable alternative to 
hospitalization. Between 1935 and 1959, the numbers of  research publications on age-related 
dementia increased exponentially among American psychiatrists, to 35, from only 3 in the 
preceding 15 years (Ballenger 2009, 49). This investment recast senility as an actionable 
condition, a departure from the therapeutic nihilism underpinning approaches to age-related 
dementia within the field of psychiatry in the US in the first three decades of the 20th century 
(Ballenger 2009: 36). Ongoing investigations into therapeutic alternatives to hospitalization 
also gave psychiatrists leverage with which to build disciplinary credibility and legitimacy in 
relation to other branches of clinical medicine, including bacteriology and pathology, the 
latter of which had been recognized for epistemic advancements, albeit in the absence of 
meaningful practical applications, in the last two decades of the 19th century (Ballenger 
2009, 41). 
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 Along with that of geriatric psychiatry, the disciplinary authority of social 
gerontology flourished in the post WWII years, driven by the impetus to remake aging as a 
knowable and actionable entity. Multiple professional organizations were established during 
the 1940s and ‘50s, including the American Geriatrics Society (1942), the Gerontological 
Society of America (1945), and the American Society for Aging (1954). In addition, the 
National Gerontology Research Center, which began in 1941 as virtually a one-man unit 
within the National Heart Institute, grew to support the work of 175 scientists by 1975, when 
it became the Intramural Program of what had been approved by Congress in 1974 to become 
the National Institute on Aging (Ballenger 2009, 57).  
 Scholarly and practical engagements with aging mobilized social gerontological 
approaches to senility located in fields including but not limited to sociology, history, 
economics, and anthropology, as well as psychiatry, social work, and physical therapy. In 
particular, through their emphasis upon the values and practices of ‘successful aging’(Rowe 
and Kahn 1997), and their rejection of the notion that aging was a process of biologically 
determined decline, these approaches advanced a broader assessment and critique of the 
social conditions under which senility had coalesced as a problematic cultural phenomenon. 
Emphasizing the psychosocial underpinnings of age-related dementia, work within the field 
implicated factors such as mandatory retirement, institutionally- induced boredom and 
feelings of worthlessness, social isolation, and fractured familial relationships, in creating 
and exacerbating the problem of senility (Ballenger 2006, 195-6). At stake, it was argued, 
was an aging subject’s capacity for healthy self-adjustment, which could be achieved by way 
of commitment to physical and cognitive self-care through rigorous leisure activities, and 
through sustained engagement in familial and community- based life. This body of thought 
shaped, and was shaped by the investments on the part of multiple actors, including 
biomedical and social scientists, old age advocacy groups, policymakers, and ‘gray market’ 
entrepreneurs, in remaking old age as a phase of life marked by optimism and potentiality on 
the part of the elderly (Ballenger 2009, 57-80). 
 The influence of social gerontological understandings of, and interventions into 
senility is palpable in all of the ads for Ritonic and Thorazine, and their respective promises 
of improved physical vitality (in the form of a robust game of golf),  tempered senile affect, 
and muted psychiatric symptoms of menopause. Here, it is important to probe the 
intersectional dimensions of the narratives and images at hand in more depth. For example, 
the Ritonic ad implicitly masculinizes the domain of sporty leisure activity with its Vitruvian- 
Man- like sketch of a healthy, active, senior golfer.  In a larger sense, this image of an aging 
subject who is eligible for a Ritonic prescription resonates with mid- 20th century US 
patterns of representation that circumscribed middle aged men as being especially susceptible 
to senile dementia, or at least as being the most tragic of its possible victims (Ballenger 2009, 
64). After all, it was reasoned, men stood to suffer the most, from a psychological standpoint, 
from retirement from paid labor, and the attendant feelings of impotence and social 
marginalization that such a life transition entailed. Women, on the other hand, were insulated 
from such fallout due to their lifelong performance of steady domestic labor, and to the fact 
that the activities of mothering and grandmothering shared more or less the same objectives.  1

From this perspective, it was especially critical for men of retirement age to not only pursue 
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active leisure activities, but to cultivate the same feelings of reward and accomplishment at 
work, through post-retirement forms of play (Ballenger 2009, 69-70). Along with 
masculinity, social gerontological renderings of the centrality of leisure to the experience of 
retirement normalized middle class standards of consumer agency, among uneven 
distributions of wealth in the postwar period (Gilleard and Higgs 2000, 40-1; Serlin 2004, 
147). 
 Beyond the domain of leisure, the climate of economic liberalism at the time 
presented aging subjects with utopian possibilities for self-realization through the 
consumption of health- promoting products available to the lay public. To be sure, Ritonic 
and Thorazine were administered by physicians, along with other postwar drug treatments for 
symptoms of senile dementia. However, their chemical composition also reflected a growing 
market for drug products promising the power of self-modification, through the cultivation of 
youth, to lay consumers. The integration of hormones, including testosterone and estradiol, 
into the compound formulas for anti- dementia drugs, reflected developments in the 
discipline of endocrinology, as well as the marketization of hormone-based, anti-aging 
therapies that accelerated in earnest in the 1930s and ‘40s. This surge in the consumption of 
hormones was preceded by the chemical synthesis of hormone treatments in the 1920s and 
‘30s, which reorganized chemicals at the molecular level to create organic steroid 
compounds. By the ‘30s and ‘40s, endocrinologists had developed new, relatively 
inexpensive, synthetic hormone products by grinding up and reconstituting bulls’ testicles 
and bovine glands. These techniques lead to an explosion in the production of synthetic 
hormone therapies, and to their availability to a demographic of consumers beyond the 
exceptionally wealthy (Serlin 2004, 116-28). 
 In a broader sense, hormonal compounds played a critical role in remaking 
endocrinology into a science that outwardly served not only elites, but the masses, and that 
provided technologies for matching one’s ideal self with one’s physical self. Throughout the 
‘40s and ‘50s, the availability of over-the-counter steroid hormones played into a broader 
cultural sensibility taking shape, that the benefits of purchasing power were capable of 
neutralizing the force of biology as a form of destiny. Even so, hormones materialized as 
sites through which differentiated social identities and subjectivities were imagined and 
articulated. More pointedly, hormones became objects through which gender operated as a 
normalizing, if still troubled and troubling, technology in the wake of WWII- era upheavals 
in the social order, at home and in the labor force. Throughout the 1950s, for example, 
newspapers, TV programs, and magazines widely advertised estrogen-derived beauty 
products for women over 35. Estrogen wasn’t simply pitched to women over a certain age 
though; advertisements also targeted women who worked outside the house, and who were 
especially prone to symptoms of early aging and emotional distress (Serlin 2004, 131).  
 Within this context, Thorazine’s ad for an estrogen compound promises to restore the 
sour-faced, frumpily dressed woman’s feminine charm amid the ravages of menopause, 
perhaps as well as those of participation in the work force. Hormones promised to optimize 
gendered and sexual normalcy amid a landscape in which understandings and practices of 
womanhood were shifting. In the 1950s, US fertility rates fell, divorce rates increased, and 
more educational and professional opportunities were available to women. At the same time, 
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the trope of the nuclear family, and its attendant gendered and sexual identities and relations 
normalized marriage, housewifery, and motherhood as women’s fundamental sources of 
fulfillment (Repo 2013, 229). Along this vein, the first Thorazine ad explicitly dramatizes the 
specter of the family as a site of disruption caused by senility, by approaching the problem 
from a different angle: It states that “all members of the family” are embroiled in the problem 
of senile hostility, and hyperbolizes the threat posed by the figure of the deranged, cane-
wielding father, to his adult daughter. As the daughter desperately appeals to the family’s 
physician for help, it becomes apparent that her mother is not in the picture, and that she has 
been tasked with caring for her sick, aging father. The reason for her mother’s absence is not 
clear, but what is palpable is the intergenerational strain on the family unit that senility has 
caused. 
 Mid- 20th century endocrinological discourse, moreover, turned on a knot of 
entrenched contradictions: At the same time at which it celebrated the malleability of the 
human body and its biological makeup, it re-instantiated a constellation of imagined and 
embodied ideals, which were deeply stratified. Complementing Thorazine’s promises, 
Ritonic claims to restore “gonadal function” in men (as well as in women?) entering their 
second half of life, with its cocktail of testosterone, estradiol, nicotinamide, and various 
vitamin supplements. As devices for normalizing gender and sexuality, hormones were 
enfolded into larger technologies of discursive and material violence. This dynamic was 
exemplified in the case, among others, of Alan Turing’s subjection to estrogen ‘treatments’ in 
1952 in order to neutralize his libido and homosexual impulses (Serlin 2004, 137). 
Furthermore, it is important to note that the Ritonic and Thorazine ads feature images of 
subjects who are either ethnically ambiguous (which is coded white through the Vitruvian 
Man-like sketch), or are legibly white (in the case of the senile father and his daughter, and 
the sour-faced menopausal woman).   
 It is also impossible to extract the popularization of Ritonic’s and Thorazine’s brands 
of hormone therapy from their racial and socioeconomic imbrications in the late 1950s, 
which were inflected by the Civil Rights Movement and its challenges to white privilege on 
historical, structural, institutional, economic, social, and cultural registers. The case of 
Gladys Bentley transpired just before the movement gained traction through events such as 
the Brown vs. Board of Education Supreme Court decision of 1954, and illustrates multiple 
contradictions in which estrogen therapy was tied up at the time. A queer, black blues 
musician of the Harlem Renaissance era, Bentley underwent treatment with estradiol, the so- 
called “Cadillac of hormones”, in 1952, and claimed afterward in a testimony published in 
Ebony Magazine to have been cured of her lesbian desires. For Bentley, the relatively high-
priced estradiol, which was featured in both Ritonic's and Thorazine’s drug compounds, was 
an affordable commodity that was largely inaccessible to working class blacks, and that 
emblematized the promise of (whitened,) bourgeois social identity.  The point here is that the 
politics of social gerontology, aging, and drug treatment for senility cannot be abstracted 
from their grounding within a broader, intersectional landscape of marginalization and 
resistance, which reshaped the middle decades of 20th century American life.  
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Aricept, Reminyl, and Exelon: Alzheimer’s in the Neuropolitical Imaginary 

 Up to this point, I have examined some of the themes taking shape within 
advertisements for drugs aimed at managing the symptoms of senility within aging subjects 
in the US, during the post- WW II years. I have outlined how these pharmaceutical marketing 
materials reflect Cold War-era modes of biopolitical governance vis- a- vis aging and age-
related illness, prior to the concretization of Alzheimer’s disease as an object of drug-based 
intervention. I have argued that the ads for the compounds Ritonic and Thorazine speak to 
the (conflicted) value systems and social anxieties articulated through the discourses and 
practices of drug therapy, senility, successful aging, gender, and ethnicity. In what follows, I 
explore some of the visual cultural artifacts produced by pharmaceutical companies during 
the 1990s and early 2000s, which market drug treatments for what has come to be 
recognized, by the closing decades of the 20th century, as Alzheimer’s. By contrasting these 
materials with those of the 1950s and ‘60s, I make the case that these ads reflect the 
development of an historically specific, ‘neuropolitical order’, as a regime of governance. 
Further, I throw into relief some of the structural and ideological conditions under which this 
regime has materialized, and I trace the particularities of the relations of power, speculation, 
and vulnerability that the early 21st century neuropolitics of Alzheimer’s have engendered.  

 The majority of vasodilators, cerebral metabolism enhancers, and psycho-stimulants 
aimed at managing symptoms of senility were eliminated in the 1970s, with the 
establishment of the Drug Efficacy Study Implementation Program (DESI), which was 
instituted following the Thalidomide crisis of the late 1950s and early 1960s, and the 
subsequent passage in 1962 of the Kefauver-Harris Amendments to the 1938 Food, Drug, and 
Cosmetics Act. The 1962 amendments compelled the US Food and Drug Administration 
(FDA) to determine whether drugs on the market before 1962 were safe and effective, in 
addition to drugs still in their trial phases (Peltzman 1973, 1051). Specifically, the 
amendment called for numerous panels of researchers affiliated with the National Academy 
of Sciences to classify both pre-1962 and drugs then currently on trial as being effective, 
ineffective, or needing further study. Ruling on more than 3000 products, on the basis of 
published study results, the panels authorized the FDA to remove a compound from the 
market in the absence of a clear evidence base (Healy 2009, 26-7). Consequently, the psycho-
stimulant Metrazole (pentylenetetrazol), which had been widely prescribed for symptoms of 
senile dementia, was removed from the market in 1979 due to lack of evidence that it 
improved cognitive function among the aged (Ballenger 2009, 198).  Both Ritonic and 
Thorazine, the advertisements for which I have discussed above, remained on the market, but 
have not been regarded as primary therapeutic options for treating age-related dementia. Re-
branded as Ritalin, methylphenidate grew in popularity during the 1970s and ‘80s, and 
surged in the ‘90s as an agent for managing Attention Deficit Hyperactivity Disorder 
(ADHD), while Thorazine (Chlorpromazine) continues to be used in treating schizophrenia, 
bipolar disorder, ADHD, nausea, and vomiting (Ban 2007). 
 Importantly, research into Chloropromazine in the 1960s and ‘70s laid some of the 
conceptual groundwork for an emergent focus on the dynamics of chemical 
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neurotransmission in symptoms of senile dementia. By the 1970s, researchers began to 
investigate the role of the transmitter acetylcholine (aCh) in dementia, a trend that was driven 
by reports of cholinergic changes within dementing brains, and which enabled the cholinergic 
hypothesis of Alzheimer’s disease to take shape and gain traction by the early 1980s (Healy 
2009: 29-31). The cholinergic hypothesis suggests that senility is caused by neurotransmitter 
imbalances, and more specifically, by reduced synthesis of aCh, the latter of which is 
involved in cognitive functions including long-term and working memory, and learning. 
What is critical is that the intensive focus on the synthesis of aCh created the conditions 
under which more target-oriented drug agents could be developed for managing symptoms of 
dementia, by using acetylcholinesterase inhibitors  in order to increase concentrations of 2

aCh.  
 Subsequently, the FDA approved a host of aCh inhibitors in the 1990s and early 
2000s: In 1993, the first aCh inhibitor, tacrine (Cognex), was prescribed for symptoms of all 
stages of dementia until it had been largely abandoned by 2001 due to concerns over its 
potential toxicity to the liver (Hoffman and Hancock 2001, 419-20). During its tenure, tacrine 
was demonstrated to have a modestly beneficial effect on cognition and other measures, 
although study data was limited, and the clinical implications of the findings were unclear 
(Galisteo 2000). In 1996, the FDA approved the first of multiple second- generation aCh 
inhibitors in Donepezil (Aricept), for all stages of Alzheimer’s. Donepezil was designed to 
bind and to reversibly inactivate the cholinersterases, while minimizing side effects linked to 
Cognex, including liver toxicity (Rodrigues-Simoes, et al. 2014). In 2000, the FDA approved 
Rivastigmine (Exelon), as another aCh inhibitor, for all stages of AD. Unlike Donepezil, 
Rivastigmine inhibits butylrylcholinesterase, which is made in the liver and found in blood 
plasma, in addition to acetylcholinesterase, the neuronal transmitter (Gauthier, et al. 2006). 
Rivastigmine could also be administered via a transdermal patch, as an alternative to an oral 
dose, the former of which has been designed to reduce side effects, typically involving 
nausea and vomiting (Inglis 2002). The FDA approved Galantamine (Razadyne, Reminyl) in 
2001 for mild- to- moderate AD, which optimizes nicotinic acetylcholine receptors, and 
which also acts as a reversible aCh inhibitor in all areas of the body (Ferris 2001). In 2003, 
the FDA approved Memantine (Namenda). In addition to acting as an aCh inhibitor, 
Memantine was the first AD drug to act on the glutamatergic system, specifically by blocking 
N-methyl-D-aspartate (NMDA) receptor activity, and by mitigating damage to nerve cells 
from excessive stimulation by neurotransmitters, including glutamate (Parsons 2007). 
 The cholinergic hypothesis features explicitly in an advertisement for Aricept 
(donepezil hydrochloride), appearing in a 1998 issue of the Journal of the American 
Geriatrics Society, which began with the assertion that: “more physicians are diagnosing 
Alzheimer’s Disease …” Sold by Eisai and Pfizer in more than 70 countries, Aricept has 
been marketed, well into the 2000s, to mitigate the loss of cholinergic neurons associated 
with mild to moderate dementia of Alzheimer’s type. Directly beneath the statement about 
physicians diagnosing Alzheimer’s is an image of an elderly man’s face and head, and his 
expression wavers between thoughtful reflection, quizzicality and confusion. Below, the 
statement completes itself: “That’s why they’re prescribing Aricept.” The bottom, right-hand 
corner of the page contains a small icon depicting a white, heterosexual, aging couple.  
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 Other ads thematize the criteria of clinical diagnosis that have come, by the 1990s, to 
constitute the AD phenomenon. For example, a 2001 advertisement appearing in the journal 
Neurology markets Reminyl (galantamine hydrobromide),‑  a drug compound developed by 3
Johnson and Johnson and Shire Pharmaceuticals and sold in 21 countries, for the treatment of 
mild- to- moderate AD. The image consists of a side profile of an elegant- looking, aging 
white woman with greying hair. She appears to be thoughtfully gazing off into the distance, 
with the hint of a smile on her face. The top half of her head is covered by a broad, 
landscape- style shot photograph of a man and a woman gazing out over the ocean at sunset, 
and the ad promises “[a]ll around success with new Reminyl”. Her cranium is outlined by a 
line of clinical terminology associated with AD, including the words “general function”, 
“cognition”, “ADLs” and “behavior”. The fantasy of a leisurely lifestyle for those afflicted 
with Alzheimer’s, as well as for those who care for them, resonates elsewhere. A 2004 
advertisement for Reminyl in The Journal of Neurology, Neurosurgery, and Psychiatry 
frames a smiling, heterosexual, Caucasian couple within a poster that resembles an 
advertisement for a feature film, which bears the title, “Dignity”. As such, the film promises 
to be a documentary-style narrative of “an everyday Alzheimer’s sufferer and their carer”. 
Further, the film will be making an “extended run”, past its previously established closing 
date.  
 These marketing artifacts contrast their counterparts from the 1950s in multiple ways. 
To begin with, Alzheimer’s is explicitly named as the object of drug-based management, 
instead of the general, affective symptoms of senile dementia referenced in the older ads. The 
turn-of-the-century ads circulate not only through publications associated with gerontology 
and geriatrics, but others as well, including Neurology and The Journal of Neurology, 
Neurosurgery, and Psychiatry. In addition to naming AD as the source of pathology, then, the 
1990s- 2000s-era ads speak to the emergence of the molecular neurosciences as sites of truth-
making vis- a- vis Alzheimer’s, and as being complicit in assembling AD as a knowable and 
actionable object. Moreover, the narratives in the 1998 Aricept ad, and the 2001 Reminyl ad, 
in particular, unfold in relation to what are imagined to be the subjects’ organic brains: The 
Aricept ad frames the reflective/quizzical-looking man’s head as the site of pathology, while 
the plug for Reminyl demarcates the top half of the woman’s head with clinical jargon, 
cordoning off the brain as the neurological site and origin of disease. 
 More broadly, the themes taking shape within the Reminyl and Aricept ads reproduce 
and are reproduced by biopolitical modes of knowing and intervening into age-related 
dementia that have mutated from those of the 1950s. By the late 1990s and early 2000s, the 
truth claims, value systems, and material practices of the “neuromolecular gaze” (Rose and 
Abi-Rached 2013, 38) have enabled the cholinergic hypothesis to take hold as a framework 
for beliefs and action. Throughout the 1950s, investigations into drug agents for treating 
depression, such as isoniazid, iproniazid, reserpine, and imipramine, gave rise to the theory 
that such treatments acted directly on levels of monamine in the brain in order to modify 
subjects’ moods. These research trajectories signaled a departure from electrical models of 
the brain and forms of therapy, which had flourished during the 1940s and ‘50s, in favor of a 
growing investment in the chemical properties of neurotransmitters and their activities. This 
shift in the direction of research stemmed largely in part from growing concerns that electric 
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models and their respective tools of analysis, including electric recording techniques, 
provided answers and forms of information that were limited by design. Questions 
proliferated that electric models could not address, probing the biochemical requirements for 
nerve impulse propagation, the sources of the brain’s energy, and the infrastructural 
relationships between the brain and the peripheral nervous system (Rose and Abi-Rached 
2013, 40-51).  
 The emergent field implicated and enrolled new kinds of experts: New areas of 
neurobiological research engaged molecular and sub-cellular physiologists studying the 
regulation of protein synthesis; neurochemists, immunologists, molecular geneticists, and 
biophysicists engaged the biological fabric of the nervous system (Harrison 2000: 177; 
quoted in Rose and Abi-Rached 2013, 40) . Throughout the 1960s, further inquiries and 
technical developments mapped chemicals previously identified in the central and peripheral 
nervous systems, including dopamine, noradrenaline, and serotonin, into the neuronal 
networks of the brain. These maps recast the relationships between the nervous system and 
the brain as being fundamentally neurochemical, marked by major monoaminergic pathways 
and sites of drug action. By the end of the 1960s, networks of knowledge-making and sharing 
had been established, linking the US, Europe, and Australia in the production of a 
neuromolecular gaze. The latter was further institutionalized through the proliferation of 
academic conferences and workshops, as well as through the formation and operations of 
multidisciplinary societies, such as the Brain Research Association of the UK, the European 
Brain and Behavior Association, and the Society for Neuroscience in the US (Rose and Abi-
Rached 2013, 41). Between the late 1950s and the late 1970s, the number of academic papers 
published per year in the brain sciences multiplied by 10 times, from (approximately) 650 in 
1958 to 6500 in 1978 (Rose and Abi-Rached 2013, 5). 
 As a burgeoning body of knowledge, the biochemistry of neurotransmission shaped 
the epistemic landscape within which the cholinergic hypothesis not only gained credibility, 
but configured Alzheimer’s disease as a concrete and actionable phenomenon. Acetylcholine 
(aCh) was formally recognized in 1936 as a chemical neurotransmitter in frog heart tissue. In 
the early-to-mid 1970s, aCh came under investigation for its role in multiple brain functions 
and dysfunctions, including affective disorders, schizophrenia, mania, and depression. The 
possibility that aCh could be a factor in causing symptoms of dementia stemmed from a 
linkage between anticholinergic drugs and amnestic effects. By the early 1980s, multiple 
articles appeared, proposing the cholinergic hypothesis of dementia, following the 
identification of cholinergic changes in dementing brains (Healy 2009, 31). In 1983, the first 
reports appeared that indicated that tacrine, a cholinesterase inhibitor, had been successful in 
mitigating symptoms of dementia. The results proved difficult to replicate, but tacrine was 
widely sold off- label, until it was licensed by the FDA (as Cognex) in 1993. Although 
tacrine’s levels of clinical effectiveness consistently proved to be only modest, the drug had 
far greater impact on the institutional infrastructure of senile dementia during the 1990s. 
Tacrine’s FDA licensing spurred growth in the numbers of public and private memory clinics, 
as well as the development of standards for measuring the efficacy of anti- dementia drugs, 
which included statements regarding dosage impact on the Alzheimer’s Disease Assessment 
Scale -cognitive sub scale (ADAS-cog). By the mid-to-late 1990s and early 2000s, Aricept 
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(donepezil) was on the market (1996), and anti-dementia drugs in the the pipeline targeted 
‘Alzheimer’s disease’ almost exclusively (Healy 2009, 31-2). 
 Within this context of growing expectations for drug-based therapies for AD, it is 
important to point out another aesthetic difference between the turn- of- the- century ads, and 
those occurring 50 years earlier. The ads for Reminyl and Aricept are markedly more upbeat 
than those for Ritonic and Thorazine, in their respective tonalities and thematic contents.  
Moreover, the subjects in the early 21st century ads include a woman gazing off into a 
sublime, oceanic horizon, with a mix of dreaminess and anticipation; a couple exuding 
contentment on a leisurely trip to the movies; and a man whose quizzical expression may 
inspire doubt, but whose softer affect nonetheless contrasts the sour-looking, menacing, and 
at best robotic (in the case of the Vitruvian man) appearances of the subjects of drug 
intervention in the mid-century ads.  
 Here, it would be useful to disaggregate this turn-of-the-century combination of airy 
optimism, and somewhat schmaltzy ‘humanization’ of the contours of AD, its subjects, and 
its subjects’ caregivers. To begin with, unlike the condition of senile dementia of the 1950s 
and 60s, Alzheimer’s is not a loose body of symptoms of aging to be merely managed, but it 
is a viable site of both epistemic and financial investment. In other words, the thematic 
dissonances between the two groups of ads speak to some of the larger structural and 
symbolic shifts that have assembled the speculative regimes of biocapital (Cooper 2008; 
Rajan 2006, Waldby and Cooper 2012) in which Reminyl and Aricept have been constituted 
by the beginning of the 21st century. As drug commodities, the latter appear amid a wave of 
investments on the part of researchers during the ‘90s and 2000s in developing therapies for 
Alzheimer’s, but more largely within an emergent bioeconomy of the brain, sustained by 
stakeholders including (but not limited to) universities, pharmaceutical corporations, private 
biotech startups, biotech materials manufacturers, the US federal government, and health 
activists. Between 1995 and 2005, the combined commitment to neuroscience research in the 
US increased from 4.8 billion to 14.1 billion dollars, as commercial investments multiplied 
with belief in an ever-expanding global market for drugs, including AD therapies. By 2009, 
the failure of new AD drugs to come to market at previously projected rates, combined with 
patent expirations and replacement by generics, had incited a turn upstream to 
neurodiagnostic technologies, including PET scanners and MRI machines, neurodevices, 
neuroprosthetics, and biomarkers (Rose and Abi-Rached 2013, 17).  
 In addition, the turn-of-the-century AD drug ads reflect some of the historical 
specificities and value systems of what may be described as a neuro-political order, in their 
manner of addressing a broader audience of agential subjects vis- a- vis drug therapies 
forAlzheimer’s, rather than addressing the physician exclusively. Whereas the 1950s-era ads 
for Thorazine and Ritonic pointedly address “you, the physician”, and reference “your 
geriatric, middle- aged, and post-menopausal patients”, the late 1990s to 2000s-era ads 
address a reader whose identity is much more ambiguous. The 1998 plug for Aricept 
references physicians in the third person: “More physicians are diagnosing Alzheimer’s 
disease…That’s why they’re prescribing Aricept.” Likewise, the Reminyl ads refrain from 
addressing anyone in particular.  This sense of ambiguity over the addressee spills over into 
the content of the 1998 Aricept ad, in which the elderly male subject appears to waver 
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between thoughtful reflection, on the one hand, and possibly demented confusion, on the 
other. It is not clear whether the man is the physician, the Alzheimer’s patient, the patient’s 
caregiver, or someone else entirely.  
 What seems to take place here is a re-ordering of the positions of epistemic authority 
that shape the personal, social, and institutional relationships within which anti-AD drugs are 
administered: Without necessarily excluding the physician, the ads hail the patient with 
Alzheimer’s and his or her caregiver as potential subjects of medical knowledge and 
decision-making with regard to AD drug therapies. This reconfiguration of relations of 
knowledge and agency within the ads’ narratives reflects structural and social shifts in the 
marketing and consumption of pharmaceutical products that took shape over the last half of 
the 20th century in the US.  In 1997, the FDA released the Draft Guidance for Industry: 
Consumer Directed Broadcast Advertisements, which outlined the parameters of legality for 
direct-to-consumer (DTC) advertising practices for pharmaceutical manufacturers (Clarke, et 
al. 2010, 74). These guidelines made the mass-media-based broadcast of drug advertisements 
more practical and feasible, which prompted the pharmaceutical industry to double its 
spending on TV ads  from $310 million in 1997 to $664 million in 1998, while increasing 
total spending on DTC ads (including print ads) from $1.3 billion in 1998 to $3.3 billion in 
2005 (Donahue 2006, 685). 
 This flood of DTC advertising marked a dramatic departure from earlier marketing 
patterns and strategies. As I have detailed in the first part of this chapter, drug marketing was 
aimed all but entirely at physicians, pharmacists, and hospitals in the  later 1950s and ‘60s. 
By the 1970s, however, public health activists had begun to pressure the FDA to take 
stronger measures to provide substantive information about the risks and benefits of 
prescription drugs, prompting debate within Congress over, for example, the inclusion of 
patient package inserts (PPIs) with drug products. Such activism was part and parcel of an 
emergent patients’ rights movement that took shape in response to the publication, which 
gained traction during the 1960s, of records of the widespread abuse of biomedical research 
subjects.  In the early 1980s, pharmaceutical companies began to invest in public relations 
campaigns, producing dubious results. For instance, in 1982, Eli Lilly dispersed several 
thousand press kits to TV networks and radio stations, announcing the release of its new drug 
for mitigating symptoms of arthritis, Oroflex, only to recall the drug from the market five 
months later after it was linked to adverse side effects. The same year, Merck and Dohne 
marketed a pneumonia vaccine, with marginal evidence of effectiveness, specifically to 
patients over the age of 65.  
 Backlash materialized in the FDA’s subsequent moratorium on DTC advertising 
between 1983 and 1985, and through physicians’ and activists (such as the American Medical 
Association, and the American Association of Retired People-AARP, respectively) assuming 
a public stance against DTC advertising practices. The FDA lifted the moratorium in 1985, 
and at least 24 drug products were marketed DTC between 1985 and 1990 (Donahue 2006, 
675-80). During this time period, leading up to and past 1997, the figure of the patient was 
reassembled not only as an active participant in medical care, but as a discerning consumer of 
medical services, through the confluence of multiple social, structural, and ideological 
events. The latter included, but were not limited to Congressional pressure to loosen FDA 
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requirements for drug licensure and marketing; the rationalization of medicine through 
managed care, and the decentering of the physician as an authoritative decision-maker in the 
provision of care; anti-ageist, feminist, and LGBT- led medical justice activism vis- a- vis 
illness associated with aging, breast cancer, and HIV (Epstein 1996; 2007); technological 
advancements in information-sharing, and the emergence of the Internet as a source of 
publicly available biomedical knowledge (Clarke, et al. 2010); the popularization of 
‘lifestyle’ drugs such as Viagra (Loe 2004); and the growth of alternative medicine, perceived 
as an available, if controversial, body of values and practices of (lay) self-care (Adams 2002; 
Anderson 2002).          
 More broadly, in the mid-to-late 1990s and early 2000s, DTC advertising was 
complicit in remaking patients into agents of self-care, as a mode of biopolitical subjectivity. 
The theme of self-care appears throughout the Alzheimer’s ads I’ve examined so far, but it is 
especially pronounced in the ad for Reminyl, which asserts that the drug will enable “an 
extended run” of “dignity” for “an everyday Alzheimer’s disease sufferer and their carer.” 
This image is especially arresting because it is difficult to discern who the “AD sufferer” is, 
and who the “carer” is, between the man and the woman. The (unintentional) implication is 
that the roles of sufferer and carer among the elderly have become increasingly less 
distinguishable from one another, and that they must assume responsibility for monitoring, 
maintaining, and even optimizing their own health as they age, through a regimen that 
includes Reminyl.   
 The emphasis on self- care as a condition of biological citizenship (Rose and Novas 
2005)  reflects structural shifts within the medical system, since the 1960s, that have 
reshaped the relationships between clinicians, patients, and the experience of aging, disease, 
and disease intervention. In 1965, amendments to the Social Security Act of 1935 established 
Medicare as a provider of long term care (LTC) for the elderly, and certain among the 
disabled, as well as Medicaid as a provider of health care benefits for the poor. Most 
significantly, these amendments positioned the federal and state governments as the largest 
providers of health insurance for LTC services, as well as for acute care. Nursing home 
utilization surged in the years following 1965, and prior to their admission to nursing homes, 
recipients of care were treated within public/not-for -profit hospitals, clinics, and emergency 
rooms.  
 However, the ongoing privatization of health care, which gained momentum by the 
1980s, and has continued through the 2000s, has scaled back the costly services provided by 
clinicians at traditional sites of care, such as hospitals. Amid increasing healthcare costs and 
competition for personnel and revenue, such facilities have been closed, bought out, or 
consolidated as for-profit corporations, resulting in the privatization of the health care 
system, and the shifting of patients to private HMO’s. Increasingly, services are rendered on 
an out-patient, remote, and/or in-home basis (Clarke, et al. 2010, 58). Further, the cost-
cutting measures of the Balanced Budget Act (BBA) of 1997 adjusted Medicare’s and 
Medicaid’s payment policies for long term care, exacerbating conditions of uncertainty and 
vulnerability for the aging, disabled, and/or elderly (Komisar and Feder 1998). The late 
1990s and early 2000s witnessed an increase in the percentage of those over 65 who were 
eligible for neither Medicare nor Medicaid; the state-level provision of incentives for 
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purchasing private insurance; a decrease in nursing home utilization, an increase in the 
building and financing of assisted living facilities, as well as their utilization; and the 
burgeoning of the so-called ‘aging in place’ movement (Wiles,  et al. 2012). 
 These structural shifts, as well as the valuation of self- care that they engender, have 
also contributed to growing concern over the toll that the rigors of caregiving exact upon 
those tending to people diagnosed with symptoms of Alzheimer’s. The theme of caregiver 
pain and self-compromise echoes poignantly within the pharmaceutical company Novartis’ 
2009 advertisement for its anti-Alzheimer's drug, Exelon. This product does not come in the 
form of a pill, but rather in an adhesive patch applied to the skin once in a twenty-four hour 
period. Running approximately one minute, the ad focuses upon the impact that Alzheimer's 
has had upon a middle-aged-looking white woman, who appears to be in her late forties to 
early sixties, and her eighty- to- ninety year old mother (the latter of whom, the viewer 
assumes, is affected by Alzheimer’s). Rather than focusing on the experiences of the 
Alzheimer's sufferer, this story shows a vested interest in the toll that AD has exacted upon 
the sufferer's daughter. It opens with a medium-distance shot of the daughter sitting at what 
appears to be a kitchen table in a dim and drab-looking home, while vocalizing what is 
presumably an internal monologue of what she is writing in a diary. The camera tracks her as 
she performs various care-related activities, which include steadying her mother as she 
shuffles through the house with a walker, helping her with her clothes, helping her sit and 
stand, and engaging her in conversation that is deliberate, laborious, and faltering. For the 
most part, her mother stares vacuously into space, seemingly at nothing in particular. The 
daughter's tone of voice is weary as she documents the circumstances of her mother's 
diagnosis with Alzheimer's. Close-up shots show that the daughter's face is lined. Her skin 
sags, and she seems to be on the brink of bursting into tears and collapsing from physical 
exhaustion and psychological despair. The images alternate between sequences detailing the 
drudgery of caregiving labor, and those sharing the daughter's internal thoughts:   

Woman: Mom was diagnosed with moderate Alzheimer's. It was tough news to hear. Everything changed. I 
didn't know what to do. Right about then, our doctor mentioned the Exelon patch. He said it releases medicine 
continually for twenty four hours. He said that it could help with her cognition, which includes things like 

memory, reasoning, communicating, and understanding.  

 There is no explicit image of “the doctor”, but there is a close-up shot of a paper 
prescription for the Exelon patch that floats conveniently across the table upon which the 
daughter writes. While the camera continues to focus on the daughter as she assists her 
mother with day-to-day activities, a voice-over chimes in: 

Voice-over: The most common side effects of the Exelon patch are nausea, vomiting, and diarrhea. The 
likelihood and severity of these side effects may increase as the dose increases. Patients may experience loss of 

appetite or weight. Patients who weigh less than one hundred and ten pounds may experience more side effects. 
People at risk for stomach ulcers, or who take certain other medicine, should talk to their doctor because 
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certain other problems, such as bleeding, may worsen.  

As the ad concludes, the camera cuts to a close-up of the daughter's droopy, puffy-looking 
face. She shares her internal monologue with the same tone of weariness as before, but this 
time she trains her gaze into the eyes of the viewer. Through a glassy stare, she vows action: 

Woman: Mom's diagnosis was hard to hear, but there's something I can do.  

Before closing, the voice-over implores the viewer to take action as well: 

Voice-over: Ask your doctor about the Exelon patch. Visit exelonpatch.com to learn more.  

  
 Although it markets a product meant to be consumed by people with symptoms of 
AD, this ad focuses more intently on the caregiver's burdensome experience of the illness. 
For the story’s minute-long duration, one gets the sense that the caregiving daughter is barely 
holding it together. Though her words are resolute at the conclusion of the ad, given that 
Exelon has enabled her to fight back against the disease crippling her mother and sucking her 
own life dry, her glassy-eyed stare and despairing tone of voice make it sound as though she 
is trapped in an unsustainable situation. Supposedly, the Exelon patch has presented a lifeline 
for her, into a mode of more self-determined, if no less compassionate living as a caregiver. 
However, the flurry of caveats and side effects that are injected through the voice-over into 
the very middle of the ad call into question how effective the drug will actually be. Despite 
her vow to take action with Exelon, it is also questionable how convinced the woman herself 
is that the drug will do anything to change her or her mother's lives. But apparently, it is well-
worth the try. 
 By dramatizing the quotidian grind to which the daughter is beholden, the ad draws 
its power from the discourse on the burden that Alzheimer's exacts upon those who care for 
the sufferer. In 2003, the Alzheimer's Association and the National Alliance for Caregiving 
conducted and analyzed the results of a survey in the United States among people providing 
unpaid care for relatives and friends over 50 years of age suffering from Alzheimer’s. The 
report defines “caregivers” as those “adults providing unpaid care to relatives or friends 50 
and older to help them take care of themselves. Unpaid care may include activities such as 
helping a grandmother with grocery shopping, driving a neighbor to the doctor, helping 
prepare meals fora friend, and providing constant care for an aging mother.”  (AA and NAC 4

2004, 8) In its summary, the study's report argues that caregivers helping people with 
Alzheimer's carry an unequivocally heavier burden than do those caring for people with other 
debilitating illnesses and conditions. Drawing upon quantitative analysis, the report argues 
that AD caregivers sacrifice more in terms of personal time, financial and other resources, 
their careers, and even their own health than do other kinds of caregivers. It also maintains 
that AD caregivers suffer from a uniquely burdensome array of unmet needs in terms of 
support and help (Ibid). The study highlights some of its key demographic findings: 87% of 
AD caregivers are helping relatives. Nearly six out of ten (59%) AD caregivers are women, 
while 41% are men. The most common caregiving relationship is between an elderly parent 
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and an adult child (57%). 36% of these adult children caring for a parent are caring for their 
own mothers; 11% for the mother in law; 8% for the father, and 2% for the father in law. 
Extrapolating from this data, the report sketches an image of what it imagines to be the 
typical AD caregiver: She is a “woman, 48 years old, married and employed; she has at least 
some college education, and she has no children at her own house (Ibid).  
 Concern over the burden of care that Alzheimer's and other forms of dementia impose 
has focused on the economic dimensions of the care relationship, and in particular on 
measuring and assessing the ramifications of the “unpaid cost of care” (Max 1995: 179-99). 
Studies have striven to calculate the number of hours of unpaid care that family members and 
other loved ones provide for those suffering from AD, as well as the number of hours of paid 
labor that such carers forfeit. They have also estimated the burden on Medicare and Medicaid 
that transitioning from unpaid/non-institutionalized care to paid/institutionalized care exacts, 
amid changes to the employment structure of the economy in the mid-late 90s and early 
2000s that have seen more women enter the workforce. In this sense, it has been argued that 
the figure of the daughter (-in-law) who cares for an elderly parent is actually disappearing, 
with costly fallout (Max 1995: 195-8). Other studies have striven to anticipate and to mitigate 
the factors involved in aggravating caregiver stress. Such factors, they argue, involve the 
concentration of the burden of care on one individual, lack of informal and informal support 
for the caregiver, the severity of the illness, and variables pertaining to ethnicity, gender, and 
financial resources (Clyburn 2000). 
 On the whole, this body of literature recommends that structural changes be made to 
alleviate the emotional, financial, and practical impact that Alzheimer's imposes on 
caregivers. Although the recommendations vary in terms of their specifics and nuances, what 
is clear is that they do not dramatize the promise of drug-based therapies as an antidote to the 
burden of care. Even so, the advertisement at hand for the Exelon patch mobilizes the 
emotional force of the discourse on caregiver hardship to do precisely this. What is also 
provocative about the ad's thematization of the “burden of care” issue is that it never once 
makes such a salient theme explicit. Moreover, the ad does not publicize any of the statistics 
measuring the unpaid cost of care, nor does it leverage any kind of argument about the 
structural economies of institutional, non-institutional, paid, and unpaid practices of care.  
 Rather, the ad restricts the politics of care to the atomized universe of the individual 
body, which is that of the wrung-out and baggy-eyed daughter of the Alzheimer's sufferer. In 
this sense, the ad fetishizes the stressed-out body of the caregiver as an object of biopower, 
and moreover, as an object of investment, management, and potential productivity. Along this 
vein, the caregiver's body is problematically, even pathologically unproductive. In other 
words, the daughter barely has time to breathe, let alone pursue a career, generate meaningful 
income of her own, enjoy recreational activities, participate in society as a full-fledged 
consumer, and lead the fulfilling middle-aged life that she deserves. From all outward 
appearances, she can't even afford to leave the house. Alzheimer's has imprisoned her within 
the crucible of care and has robbed her of her own life, in the most fundamental sense. From 
this angle, the ad constructs a model of AD that wreaks havoc on multiple generations of 
people by disrupting the orderly reproduction of life from one generation to another. 
Accordingly, the solution to this crisis lies in the power of drug technology to enable both the 
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AD sufferer and her carer to lead and optimize their own lives. Depending on how effective 
the drug actually is, this may or may not be possible, but at least the drug gives the carer the 
means to reclaim some kind of agency in the matter. As the fatigued daughter quips at the end 
of the ad, now there's “something” she can do. As an expression of biopower, the ad not only 
promises to recuperate the unduly burdened body of the caregiver, by encouraging viewers to 
reclaim an agentic relationship with Alzheimer's by inquiring about the Exelon patch. It also 
carries the force of a moral imperative: It is as though the caregiver owes it to herself, in 
addition to the AD sufferer, to take action, and to pursue drug therapy for her mother, in order 
to effectively resume living her own life. 
 On the one hand, then, the Exelon ad atomizes the caregiver’s body as a site of 
subjectification; she is at once a (responsible, potential) mediator of the consumption of AD 
drug products, and a (potential) producer of surplus value through the workforce labor that 
her caregiving duties preclude her from performing. On the other hand, the literature of 
caregiving burden problematizes this reading of the caregiver’s individual agency, and 
examines, at least in a limited sense, the political economies of care for those with 
Alzheimer’s. Even so, both the Exelon ad, and the discourse(s) of caregiver burden 
effectively obfuscate another dimension of the biopolitics of caregiving for those with 
symptoms of AD: Scholarship in the study of gender and caregiving has thrown into relief 
the mobilization of female laborers on a transnational, global scale at the turn of the 21st 
century, and has paid particular attention to the geopolitical contingencies of migration 
(Hochschild and Ehrenreich 2002, 2-3). This literature has engaged and reworked the concept 
of the ‘global care chain’. The latter theorizes the chains of labor, power, and surplus value 
built into the hypothetical, but nonetheless very real arrangement in which “an older daughter 
from a poor family who cares for her siblings while her mother works as a nanny caring for 
the children of a migrating nanny who, in turn, cares for the child of a family in a rich 
country (Hochschild 2000, 132).”  
 The concept of the global care chain has been instrumental as a mapping device, 
however partial, to trace the migration of millions (of women) from poor to rich countries, 
for employment as nannies, maids, and sex workers; it has been invoked to illuminate the 
dynamics through which First World women succeed in male-dominated working 
environments by outsourcing the care of their children and elderly parents to migrant Third 
World women; moreover, it has been mobilized as a lens through which to read the ‘female 
underside’ of globalization, as women from the global South migrate to the North in order to 
perform ‘feminine’ forms of labor that wealthy women are unable or unwilling to do, for 
their part  (Hochschild 2000, 132). It has furthermore been the subject of critique, as scholars 
have pointed out the pitfalls of reifying the politics of female mobility and labor according to 
essential geopolitical categories of North and South; migrant-sending and migrant-receiving; 
wealth and poverty, and privilege and immiseration. Re-readings of the notion of the global 
care chain have put greater emphasis on the (post)colonial contexts, and pre-existing cultural 
and economic ties that inflect relations between nations and regions across which female 
migration takes place; they have also complicated the presumption that global care chains are 
predominantly the function of the decline of the male breadwinner model (Murphy 2014, 
191-3). The point here is that it is important to bear in mind the gendered subjects, and their 
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transnational political engagements, who live and labor with the Alzheimer’s phenomenon at 
the fringes of the pharmaceutical imagination.   

Conclusion 

 In this chapter, I have asked how Alzheimer’s disease has been assembled as an object 
of speculation within the pharmaceutical imaginary in American culture, from the second 
half of the 20th century to the turn of the 21st. I have pursued a reading of two series of 
advertisements for drug therapies for senility and AD; the first series of ads appeared during 
the 1950s and 60s, and circulated within in medical journals, whereas the second series 
appeared during the mid-1990s and early 2000s, and circulated not only within biomedical 
journals, but within mainstream media as well, including popular magazines, the Internet, 
and television. I have located the first series of ads within a Cold War era technological and 
cultural landscape in which mind and brain were assembled as sites of surveillance and 
discipline, by discourses and practices of both psychology and neuro-cybernetics, and also by 
the burgeoning disciplines of social gerontology and psychiatry. I have traced the ads’ 
complicity in inscribing the figure of the physician/clinician as a subject of authority, amid 
the mid-20th century coalescence of the medical profession as a domain of institutional and 
cultural clout.  Further, I have argued that the ads speak to (dis)ordering, on material and 
imaginary registers, of gender and race as sites of bio political governance.  
 In the second half of the chapter, I have located the turn-of-the- (21st) century ads 
within an historical and epistemic landscape inflected by an emergent neuropolitical regime, 
and I have argued that the latter has, largely in part, engendered the conditions under which 
Alzheimer’s has been demarcated as a knowable and actionable entity. I have traced some the 
structural and social underpinnings of a shift in the relations of authority and credibility 
between clinicians and patients (as well as caregivers). Along the latter vein, I have probed 
some of the conditions of the emergence of the (lay) biological citizen as a subject of 
knowledge with regard to Alzheimer’s, fleshing out the influences, for example, of the co-
constitutive relations between neuroscience and capital; of the rise of direct- to- consumer 
(DTC) advertising; and of various health-related social movements. Lastly, I have suggested 
that the ads reflect to the re-assembly of gender, race, and (trans)national caregiving labor as 
sites of vital political governance and contest, at the beginning of the 21st century. 
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 Writing for a 1957 issue of the New York Times Magazine, a physician stated that, “A woman is not deprived of her 1

activities as much as a man, primarily because she maintains her housekeeping responsibilities. Then, too, the woman’s 
interests as she becomes a grandmother are similar to those she had as a mother (Ballenger 2009, 64).”

 An acetylcholinesterase inhibitor is a chemical or drug that inhibits the acetylcholinesterase enzyme from breaking down 2

acetylcholine, which increases the level and duration of action of the latter. See Colovic, Mirjana, Danijela Z Krstić, Tamara 
D Lazarević-Pašti, Aleksandra M Bondžić, and Vesna M Vasić. 2013. "Acetylcholinesterase Inhibitors: Pharmacology and 
Toxicology". Current Neuropharmacology 11(3): 315–35.

  In 2004, Reminyl was rebranded as Razadyne.3

 Alzheimer’s Association and the National Alliance for Caregiving. 2004. Families Care: Alzheimer’s Caregiving in the 4

United States in 2004.  Available at: https://www.alz.org/national/documents/report_familiescare.pdf. 
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Chapter Five: Alice in a Las Vegas Wonderland: Toward a Political Economy of Love 

and Alzheimer’s in the Age of Biomedical Reason  

 The final chapter asks how anticipatory thoughts, feelings, and activities play out 
through two sites: The first is the novel, Still Alice, and the second is an annual fundraiser for 
Alzheimer’s disease research, called “The Power of Love”.  The novel, Still Alice, documents 
two years in the fictional life of Alice Howland. Originally self-published in 2006 by Lisa 
Genova, a Harvard-trained PhD in the neurosciences, the story tells of Alice’s predicament, 
as a professor of psychology at Harvard, who is suddenly diagnosed with AD at the age of 
fifty-one, and in the prime of her career. She enrolls in a drug trial, and with professional and 
family support, makes all the lifestyle adjustments that she can in order to mitigate the effects 
of the disease. Despite her willfulness, Alice’s decline is steep and swift, as she devolves 
from an intellectual superstar to a confused woman living under 24-hour supervision. As her 
condition worsens, her husband and her three adult children are forced to make life decisions 
without meaningfully consulting her. At the story’s conclusion, it appears that Alice’s world 
has all but completely unraveled. Resigned from her tenured position, she has faded away 
from the Harvard community. Her husband has taken a job in another state. She can barely 
recognize her own children. It is eventually revealed that the experimental drug for which she 
has enrolled in a trial has failed. Even so, her formerly estranged adult daughter remains 
dutifully attentive as the story ends, and it appears that their mother-daughter bond of love is 
stronger than ever.  
 Hailed as a “New York Times bestseller”, Genova’s novel has traveled widely and 
garnered acclaim among biomedical researchers, Alzheimer’s activists, caregiver support 
advocates, journalists, and writers of popular fiction alike. For example, Rudolph Tanzi, a 
Harvard-based neurologist who has been celebrated by the Geoffrey Beene Foundation as a 
“Rock Star of Science”, as well as by TIME Magazine as one of the “100 Most Influential 
People in the World” in 2015, has called Still Alice “an intensely intimate portrait of 
Alzheimer's seasoned with highly accurate and useful information about this insidious and 
devastating disease.” In addition, Dementia USA has praised Genova's work as “…a laser 
precise light into the lives of people with dementia and the people who love them.”  The most 
bombastic publicity for the novel has come from Hollywood, which released an on-screen 
adaptation of Genova’s work in 2014. The film version of Still Alice netted Julianne Moore 
her first-ever Academy Award for Best Actress in the role of Alice, and featured Alec 
Baldwin as her husband, as well as Kristen Stewart and Kate Bosworth as their daughters. In 
her acceptance speech, after thanking her supporting cast, crew members, and Lisa Genova, 
Moore exclaimed, “I’m so happy- I’m thrilled, actually- that we were able to shine a light on 
Alzheimer’s disease. So many people with this disease feel isolated and marginalized, and 
one of the wonderful things about movies is that it makes us feel seen, and not alone. And 
people with Alzheimer’s deserve to be seen, so that we can find a cure.”1

  Pleas from celebrities for greater public awareness of AD, and for a collective 
investment in finding a cure, have echoed broadly. Media-driven hype over the human cost of 
the disease, as well as over the ever-present promise of effective biomedical interventions on 
the horizon, has shaped the structural conditions, the narratives, and the embodied practices 
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of Alzheimer’s activism at the beginning of the 21st century. Perhaps the most spectacular 
Alzheimer’s-themed event in the United States is the Power of Love Gala, which is hosted by 
the Cleveland Clinic Lou Ruvo Center for Brain Health in Las Vegas, Nevada. As a 
fundraiser for the research operations of the Brain Center, the first iteration of the annual gala 
took place in 1996 as a tribute to Lou Ruvo, the father of Las Vegas-based CEO of Southern 
Wine and Spirits, Larry Ruvo, and to Lou’s life-ending bout with Alzheimer’s disease. 
Regularly attended by Hollywood A-listers, showcasing the cuisine of world-famous chefs, 
and boasting a Las Vegas-caliber evening entertainment package, the gala has been featured 
on media outlets such as CNN and The Food Network. By 2014, the Power of Love Gala and 
other smaller fundraisers hosted by the Brain Center had generated over 200 million dollars 
for research that has focused mostly on Alzheimer’s, but that has expanded into other brain 
disorders more recently as well. 
 Located at the intersections of biomedical and popular culture, both Still Alice and the 
Power of Love Gala  assemble Alzheimer’s disease as an object of unresolved epistemic 
friction: AD takes shape as a site of pedagogy, and of consciousness-raising over the clinical 
underpinnings of age-related cognitive and physical decline, at the same time at which it 
becomes a site of affective intensity that challenges the limits of cut-and-dried biomedical 
knowledge. This affective life of Alzheimer’s seems to express an asymmetrical mangle of 
human relational emotions of loss, anguish, and love; of excitement over the promise of a 
biomedical cure for the disease on the horizon; and of fetishistic, brand-name-frenzied hype 
over science and celebrity culture as mutually enabling forms of spectacle. Bearing these 
tensions in mind, I take a closer look at Still Alice and the Power of Love Gala, and I ask the 
following questions: How do various kinds of affect, on the one hand, and biomedical 
reasoning on the other, condition one another within these popular cultural artifacts organized 
around the theme of Alzheimer’s disease? What is at stake in their interplay, as they 
reproduce and unsettle AD as a knowable object? Further, how might one begin to account 
for the joint productivity of Alzheimer’s, affect, and biomedical reason on the ground, as they 
intervene within the concrete spaces of everyday life? 
 This chapter consists of three parts, and proceeds as follows. The first asks how 
Alzheimer’s emerges as a site epistemic friction playing out though Still Alice’s central 
narrative. It traces some of the rhetorical tactics through which clinical objectivity, on the one 
hand, comes into being as a mode of truth-telling through which the story of Alice's 
Alzheimer's unfolds. It also examines the devices through which Still Alice pushes the limits 
of such reason as a vantage point of knowing and seeing AD, on the other hand, within 
Alice's universe. In doing so, this section throws into relief the irresolvable interplay between 
pharmaceutical reason and love as promissory devices for recuperating Alice’s personhood as 
symptoms of Alzheimer’s encroach. The second section asks how the co-constitutive 
relations between knowledge and love vis- a- vis AD may be understood to be historically 
specific, as well as empirically grounded, phenomena at the beginning of the 21st century. 
This part maps the mobility of Alzheimer’s, as a mangle of knowledge and hype, within the 
popular entertainment industry, and within the AD activist community of the Power of Love 
Gala in Las Vegas. Further, it makes a case for the structural contingencies of love, as an 
emotion, vis-a-vis Alzheimer’s, by comparing the fundraising objectives and strategies of the 
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Power of Love Gala with those of the Alzheimer’s awareness-raising movement that 
materialized in the US in the 1970s. In the third part, I locate the fundraising functions of the 
Ruvo Institute, and the operations of the Cleveland Clinic at large in Las Vegas, within a 
broader post-industrial landscape inflected by economies of love, pharmaceutical reason, 
capital, aging, and vulnerability, and in which the embodied conditions of living for the 
elderly have become increasingly fraught. 

Reading Alice’s Undistillable Stillness  

  Still Alice opens by introducing Alice as a tenured professor of psychology and 
linguistics at Harvard University, and as an internationally celebrated scholar in her field. Her 
flurried yet impassioned life entails a chaotic schedule of speaking engagements at high-
profile universities around the world, research projects, teaching and mentoring 
responsibilities, and administrative duties. Amid her seemingly impossible laundry list of 
obligations, Alice appears unusually well-rounded. She is married to another equally 
prominent Harvard intellectual named John. She has three exceptionally bright children in 
their twenties. She runs several miles daily, practices yoga, and is in excellent physical 
condition. She is at the height of her career arc, is a cherished member of a prestigious 
scholarly community, and has also managed to thrive in her personal life.  
 However, the symptoms of early-onset Alzheimer's disease feature immediately into 
the themes and subject matter of the novel. The first chapter, marked “September 2003”, sees 
Alice at home, straining to critique a graduate student's paper, when she feels strangely 
distracted and unable to focus. Within days, while delivering a keynote address at Stanford 
University, Alice fails to recall a basic linguistic term. After a series of other, more subtle acts 
of forgetfulness, such as leaving her Blackberry behind at a table in a restaurant, it becomes 
clear that something more ominous than mere absent-mindedness is afoot. Upon returning 
from the West Coast, Alice becomes disoriented while walking through her home 
neighborhood and Harvard Square. From there, the memory-related incidents in Alice's life 
rapidly become more drastic and serious. She fails to follow her own lecture schedule and 
materials, although she has been delivering the same material for decades. By November of 
2003, she forgets to get on a plane to deliver a keynote at a conference in Chicago. At a 
departmental holiday party, in front of her puzzled colleagues, she fails to recognize a woman 
to whom she had been heartily introduced only five minutes ago.    
 After visiting various specialists, including, finally, a neurologist, Alice is diagnosed 
with early- onset Alzheimer's disease in January of 2004. Deeply distraught, she is desperate 
to prevent or to at least delay the disease's progression with a combination of drug therapies 
and rigorous self -care. She visits the neurologist again, in addition to a genetic counselor, 
while accompanied by her husband, an inquisitive and critical-minded cell biologist at 
Harvard who takes it upon himself to research Alzheimer's and to intervene in her care. Alice 
submits to an exhaustive regimen of biomedical and psychometric testing. Her darkest fears 
are realized as her results steadily worsen, confirming what appears to be an inevitable 
diagnosis. Growing increasingly anxious, Alice enrolls in a trial for a (fictional) new anti-
Alzheimer's disease drug product called ‘Amylix’. She also takes a battery of other drugs, 
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including Aricept and Namenda, designed to slow the progression of AD and to preserve 
cognitive functioning. She continues to run regularly, to practice yoga, and to supplement her 
already health-conscious diet with a range of recommended vitamins and minerals.   
  Although she wages all-out war against the progression of AD, Alice continues to 
deteriorate. She loses track of time and wanders around Cambridge after school for hours, 
alarming and frightening her family. She is unable to follow basic conversations over the 
phone, due to the lack of visual cues to assist her comprehension. She walks into the lecture 
hall for a course that she is teaching, but sits down among her puzzled students, as though 
she were a student herself. By the summer of 2004, Alice wanders incessantly, and 
throughout the nighttime. Despite her family’s efforts to keep her safe and comfortable, 
Alice's life with Alzheimer's is often torturous and humiliating. She forgets where the 
bathroom in the family’s vacation house is located, and after a frantic search, soils herself in 
the hallway before her distraught husband finds her. 
 In September of 2004, Alice reluctantly informs her department at Harvard of her 
diagnosis, resigning from her academic position. In her new abundance of free time, she 
wanders aimlessly. She hallucinates, and is convinced that the rug in her home is a giant hole 
in the floor. She leaves her personal items in inappropriate places, storing her Blackberry in 
the freezer, and depositing the home videos that her children have made for her to preserve 
her memory in the garbage. She ransacks her house searching for items she she has 
misplaced, leaving books, food, garbage, pieces of furniture, and various knick-knacks 
strewn about the floor. Eventually, she no longer recognizes her husband. The story 
concludes with a chapter, dated “September 2005”, in which Alice's grief-stricken husband 
sobs over article in the newspaper disclosing that Amylix, the drug whose efficacy Alice has 
enrolled in a trial to test, has failed. The novel’s epilogue finds Alice disoriented and living 
under 24-hour supervision, but enjoying flashes of clarity and connectedness with her 
daughter Lydia. 
 In view of Still Alice's narrative arc, what is important is that novel makes a clear case 
for understanding Alzheimer's as a clinical condition that deviates from (what is imagined to 
be) the normal experience of aging consistent with standard human life course. Historically, 
this distinction between Alzheimer’s and aging has been critical to efforts to mobilize 
political, scientific, and social resources in order to develop biomedical diagnostics and drug 
therapies for the disease.  First, what is striking about Alice is her outward robustness. She is 2

not the doddering elderly woman one may imagine as a typical Alzheimer's disease sufferer. 
She is only fifty years old. In addition, Alice begins the story as a stunning exemplar of 
cognitive aptitude. As a world-renowned Harvard-based intellectual, she is virtually super-
normal, in that she is exceptionally gifted. Alice’s relative youth and extraordinary intellect 
make her ever-worsening symptoms of AD especially shocking, and it becomes clear that the 
symptoms of AD should not be confused with those of old age.   3

  Moreover, Still Alice’s case for recognizing Alzheimer's as a clinical condition 
leverages Alice's robustness not only as a cognitively talented person, but as the most normal, 
and thus generic, of possible subjects. There is nothing about Alice that would seem to put 
her at risk for any kind of disease at all. In addition to her physical and mental health, she is a 
tenured professor at Harvard. As such, she is of upper-middle class socio-economic standing, 
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and enjoys the luxuries of a lifestyle that includes summer vacations spent at her beach front 
home in Chatham, New Jersey. Though her ethnicity is never made explicit within the novel, 
Alice is described as having short, curly brown hair. Her hair color and texture, along with 
her Anglo-sounding surname (Howland), suggest that she is white, and that as such, there are 
no ethnic tensions that complicate her professional, social, personal, and psychic landscapes 
within the largely white Cambridge, Massachusetts community in which Harvard is located. 
In addition, Alice appears to have paradoxically transcended, on the one hand, and embraced, 
on the other hand, her feminine gender identity. In other words, she has not allowed her 
gender to impede her ascent to the pinnacle of her professional field. Even so, she has still 
managed to marry and to have three healthy and successful children, unlike many of her 
female academic colleagues who have either sacrificed their family lives for professional 
success, or who conversely have allowed their family lives to derail their careers.  
 In effect, Alice acts as her own clinical control within Genova’s story. Her privileged 
socio-economic stature, her whiteness, and her status as a straight, married woman with 
children are written over with normalcy, consequently fading into the background as the 
narrative's secondary details. As potential ‘noise’ within a case study about Alzheimer's, these 
other facets of Alice's life and persona are rendered both standard and unremarkable, which 
allows the disease’s etiology to pop out as the narrative’s focal point. Alice’s extra-normalcy 
also suggests that AD can strike virtually anyone, anywhere, at any time. Its pathology does 
not spare the bright and gifted within a given population of equally vulnerable people. In this 
respect, Genova’s is a rather paradoxical staging of the subject in relation to Alzheimer’s. On 
the one hand, the disease is unquestionably a deviant condition, as is evidenced by a brilliant 
woman’s steep and sudden decline. On the other hand, if the healthiest of subjects is 
susceptible, then the conditions of health and disease are themselves thrown into question. 
The opposition between wellness and sickness dissolves, and in its place emerges the 
condition of risk, as disease and the potential for disease within outwardly healthy subjects 
have collapsed into one another.  4

  Building its profile of Alice as an ideal clinical subject, Still Alice opens its case study 
through its temporal and narrative framing of Alzheimer’s as its object of focus. The first 
chapter, “September 2003”, quickly establishes that Alice, a gifted intellectual, has begun to 
undergo a troublesome transformation involving memory loss: While delivering a lecture to 
an academic audience,  Alice suddenly suffers “a mental hiccup” due to “a blocked word”, 
and grows embarrassed as her colleagues look on (11). Within a matter of days, Alice 
experiences a far more disturbing cognitive lapse, when she suddenly becomes disoriented 
while walking around Harvard Square, which she has known for decades: “She wanted to 
continue walking but stood frozen instead. She didn't know where she was....The corridor, the 
hotel, the stores, the illogically meandering streets. She knew she was in Harvard Square, but 
she didn't know which way was home (21).” Alice begins to panic, but abruptly and 
inexplicably regains her bearings: “Just as suddenly as it had left her, the landscape snapped 
snugly back into place...She began to breathe easier, no longer being lost within a mile of 
home. But she'd just been lost within a mile of home (22).” Within less than two months, in 
November 2003, it becomes apparent that something is seriously wrong when Alice forgets a 
speaking engagement in another city entirely. Instead of getting on a plane to Chicago after 
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class one afternoon, she returns home, startling her husband, who had assumed she was 
away: “John walked out from the study and stared at her, looking confused and at a loss for 
words. Alice stared back and waited, nervously sensing that something was dreadfully 
wrong… ‘Aren't you supposed to be in Chicago (49)?’”       
 These passages are markedly unadorned and even clipped in their prose. Little seems 
appended onto the cut-and -dried description of Alice's memory problems, such as extra 
speculation, dramatization, or poetic license. For example, when delivering her lecture at 
Stanford, Alice encounters nothing particularly dramatic beyond a “mental hiccup” and a 
“blocked word”, although she is alarmed because she is so unaccustomed to stumbling. A 
patterns quickly emerges within the narrative of rigidly defined binary oppositions between 
normal and deviant behavior.  A “mental hiccup”, sharply contrasts the notion of fluidity and 
coherence of thought; a “blocked word” contrasts what is imagined as fluency of speech. 
When Alice becomes disoriented while walking through Harvard Square, she freezes because 
she suddenly doesn't know where she is, or which way home is. She has simply become “lost 
a mile away from home”, and nothing more, but nothing less. If Alice's act of getting lost a 
mile away from home is a matter of fact, then the probability of her diagnosis is all but 
certain.  
 Alice's, Genova suggests, is not merely odd behavior, but it presents a series of 
readable symptoms of something deeper and more insidious. That the landscape 
spontaneously snaps “snugly back into place”, and that Alice is suddenly re-oriented in 
relation to a space that is or at least should be deeply familiar to her, throws into relief the 
freakishness, the aberrance, and emphatically, the clinical abnormality of the incident. The 
opposition between normalcy and deviance continues to play out within the passage 
involving Alice's failure to remember her trip to Chicago. Her palpably shocked and 
disturbed husband asks when she shows up at home: “Aren't you supposed to be in 
Chicago?” Here, Alice is either in Chicago or not; she is either cognitively sound, or she is 
not. This black -and -white, normal- or- not kind of information about Alice's organic 
condition seems to snowball in propelling the story forward, giving the impression of adding 
up to, confirming, and/or rounding out her diagnosis, which eventually turns out to be 
consistent with early-onset Alzheimer's disease. 
  Genova’s unflagging documentation of Alice's troubles segues seamlessly into an 
expository account of the clinical procedures pinpointing AD as the probable culprit. Upon 
realizing that her memory seems to be failing, Alice privately searches for an explanation. 
She scours the Internet (25). She consults her primary care physician, who recommends 
further testing and an MRI (37-43). The possibilities that menopause, sleep deprivation, and/
or a brain tumor are to blame are briefly entertained and then ruled out (41-2). Eventually, 
however, her memory lapses are shocking enough to her that, within two months of first 
recognizing that something seems to be awry, she bursts into her primary care physician's 
office in November 2003 and demands more specialized intervention: “I want to see a 
neurologist (49).” In January 2004, Alice's neurologist informs her of her probable diagnosis: 
“You have a recent memory impairment that is out of proportion with your age and is a 
significant decline in your previous level of functioning...When I put all of this information 
together Alice, what it tells me is that you fit the criteria of having probable Alzheimer's 
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disease (68-9).”    
 During an intensive memory testing gauntlet at the neurologist's office in June 2004, 
Alice painfully realizes that she cannot hide her condition amid a diagnostic battery designed 
to isolate the symptoms of her Alzheimer’s:  
  

 She was back in that tiny testing room with Sarah Something, the neuropsychologist. She’d 

reintroduced herself to Alice just a moment ago, but Alice had promptly forgotten her name. Not a good omen. 
The room, however, was as she remembered it in January- cramped, sterile, and impersonal. It contained one 
desk with an iMac computer on it, two cafeteria chairs, and a metal file cabinet. Nothing else. No windows, no 

plants, no pictures or calendar on the walls or desk. No distractions, no possible hints, no chance associations….
(126) 
 …She sailed through the WAIS-R Picture Arrangement test, Raven’s Colored Progressive Matrices, the 

Luria Mental Rotation test, the Stroop test, and copying and remembering geometric figures. She checked her 
watch. She’d been in that room for just over an hour. 
 “Okay Alice, now I’d like you to think back to that short story you read earlier. What can you tell me 
about it?” 

 She swallowed her panic, and it lodged, heavy and hulking, right above her diaphragm, making it 
uncomfortable to breathe. Either her pathways to the details of the story were impassable or she lacked the 
electrochemical strength to knock loudly enough on the neurons housing them to be heard. Outside of this 

closet, she could look up lost information in her Blackberry. She could reread her emails and write herself 
reminders on Post-it notes. She could rely on the default respect her Harvard position embodied. Outside of this 
little room, she could hide her impassible pathways and wimpy neural signals. And although she knew that 

these tests were designed to unveil what she couldn’t access, she was caught unsuspecting and embarrassed.  
 “I don’t really remember much.” 
 There it was, her Alzheimer’s, stripped and naked under the fluorescent lighting, on display for Sarah 
Something to scrutinize and judge (129).  

  

 Particularly noteworthy in the above passage is the speediness and streamlining of the 
accumulation of the information leading to the AD diagnosis, which entails weighing and 
ruling out other possible causes of Alice's aberrant behavior. That menopause, sleep 
deprivation, and a brain tumor are briefly entertained as possibilities and then eliminated 
within a matter of weeks underscores the apparent efficiency and precision, as well as the 
coherence, of the truth-telling apparatus that has suddenly become a big part of Alice's life. 
The speediness of the quest for the truth behind Alice's memory lapses paves the way for 
what will be understood as an all-but unequivocal diagnosis of AD. Furthermore, the rapid-
fire rulings that are made on Alice's condition reproduce and naturalize the binary logic that 
underpins the diagnostic process. After alternative diagnoses, such as menopause, pop up but 
are swiftly dismissed, and as her memory lapses worsen, Alice's forceful demand to move 
beyond her primary care physician and to consult a neurologist is implied to be the next and 
logical step to advance the progression of knowledge.  AD, Genova suggests, is after all a 5
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distinctively neurological problem, and the move that Alice makes to enter the epistemic 
purview of neurology is a vital step toward discovering the truth about her illness. As Alice’s 
neurologist implies, the affliction has furnished evidentiary tracks that tell their own truth, 
speaking matter-of-factly through the language of clinical “information” indicating “probable 
Alzheimer’s disease”.  
 Along this vein, the title of the novel comes into play, as Alice has been rendered 
“still”. She has, that is to say, been arrested under the “florescent lighting” of the 
neurologist's office. She can no longer perform a myriad of artificial roles and identities, nor 
can she actively compensate for her deficit, fooling people into thinking she is somebody she 
is not. She has been rendered still in space and time as a biomedical specimen; she has been 
distilled to her clinical essence as a subject with AD. It is also striking that the neurologist's 
office is likened to a “closet” that contains the truth underpinning Alice's condition. The 
rhetoric of clinical identity, through which Alice is revealed to have Alzheimer's, hinges upon 
the iconography of “the closet”: a imagined, figurative space in which homosexuals hide in 
lieu of, or prior to, disclosing their identities as homosexuals to other people (Sedgwick 
2008). Within the logic of this metaphor, Alice's Alzheimer's is as fundamental of a 
component of her identity as homosexuality is to those who practice it. As her truth, her AD 
is not necessarily a shameful condition to deny; rather, it is something to avow and even 
embrace, and to eventually share with others in an act of public testimony. In this respect, 
Genova's narrative casts both the clinic and the closet as intensely private spaces in which a 
subject's most intimate secrets can be found, and even cathartically disclosed to a public 
audience. They are, in other words, understood to be spaces of epistemic still-ness and 
clarity. 
 Even so, at the same time at which Alice’s journey is one of clinical self-discovery, 
the novel underscores the affective dimensions of the Alzheimer’s phenomenon that exceed 
the constraints of clinical diagnosis and treatment. One of the most pronounced themes in 
Still Alice is that of the failure of drug-based therapies to realize their promises of attenuating 
symptoms of AD, and/or delaying or arresting the disease’s progress at the molecular level. 
As Genova’s story captures, failure is a chronic affective condition of living with AD, as 
experimental drugs continue to fall short, in various stages of the pipeline. After Alice and 
John consult her neurologist, they decide she will enroll in a trial for an experimental drug 
called Amylix that is designed to intervene in the progression of AD. As the story progresses, 
and as Alice’s symptoms worsen, there is little reference to the trial, save for spotty 
indications that Alice has incorporated a cocktail of pills of different shapes and colors into 
her daily routine. The main body of the narrative concludes with John, presumably at a coffee 
shop in the vicinity of his new research position in September of 2005, coming face-to-face 
with a report on the outcome of the trial in the New York Times:  
  

 John sat at the end of a long table and took a large sip from his black coffee. It tasted extremely strong 

and bitter, but he didn’t care. He didn’t drink it for its taste. He’d drink it faster if he could, but it was scalding 
hot. He’d need two or three more late cups before he’d become fully alert and functional.    
 Most of the people who came in bought their caffeine to go and hurried on their way. John didn’t have 
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a lab meeting for another hour, and he felt no compelling pressure to get to his office early today. He was 

content to take his time, eat his cinnamon scone, drink his coffee, and read the New York Times.  
 He opened the “Health” section first, as he’d done with every newspaper he’d read for over a year now, 
a habit that had long ago replaced most of the hope that originally inspired the behavior. He read the first article 

on the page and cried openly as his coffee cooled. 
AMYLIX FAILS TRIAL 

 According to the results of Synapson’s Phase III study, patients with mild to moderate Alzheimer’s 

disease who took Amylix during the fifteen-month trial failed to show a significant stabilization of dementia 
symptoms compared with placebo.  
 Amylix is a selective amyloid-beta-lowering agent. By binding soluble Abeta 42, this experimental 

drug’s aim is to stop progression of the disease, and it is unlike the drugs currently available to patients with 
Alzheimer’s, which can at best only delay the drug’s ultimate course.  
 The drug was well tolerated and sailed through Phases I and II with much clinical promise and Wall 
Street expectation. But after a little over a year on the medication, the cognitive functioning of the patients 

receiving even the highest dose of Amylix failed to show improvement or stabilization as measured by the 
Alzheimer’s Disease Assessment Scale and scores on Activities of Daily Living, and they declined at a rate that 

was significant and expected. (286-287)  

 Here, Genova throws into relief the affective energies of the multiple worlds of which 
John is simultaneously a part: There is the humdrum of the coffee shop in which he sits, 
which is probably in the vicinity of the laboratory and office complex that he negotiates as a 
biomedical researcher and white collar laborer; there is the ordered but flurried traffic of 
bodies, which are likely to be those of employees occupying various positions at the 
laboratory, circulating through the shop on their way to work; there is the atmospheric 
pressure and promise of the morning hour as professionals prepare to embark upon their day 
jobs; there is John’s clockwork, daily rush of caffeine to increase awareness and enhance 
productivity. The passage also notes John’s ritualized, borderline mindless practice of 
checking the Health section of the New York Times first, a habit that has outlived any 
conscious hope that he entertains of discovering uplifting news about developments in 
Alzheimer’s research for Alice’s sake.  
 The rhythms, speeds, and transactions of the coffee shop are then juxtaposed with 
those of the world of evidence-based medicine as a truth-building regime, and the Amylix 
drug trial in which Alice has enrolled. Sailing through its first two trial phases, Amylix has 
been (re)constituted by its promise of epistemic and market value, and by its promise of even 
greater value and greater speed, as measured, for example, in the purchase of Wall Street 
shares; the consistency of biomarker measurements for the drug’s effectiveness in 
Alzheimer’s disease modification; the revision and standardization of clinical diagnostic 
guidelines; the (in)efficiency of the FDA approval process; the race for the next blockbuster 
patent; and the reshaping of the conjoined landscapes of medicine, capital accumulation, 
dementia, aging, and everyday American life.  
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  In the case of Amylix, however, this promise has proven empty. The drug is going 
nowhere. That the news of this drug’s failure, the drug on which John had pinned his fading 
yet still faint hope as Alice’s husband, arrives in black-and-white, two dimensional format, 
folded into the Health section of the New York Times and into the mundanity of the coffee 
shop’s morning buzz, makes it all the more excruciating. However, against the historical 
backdrop of compounds reported to have failed to meaningfully intervene in the disease’s 
symptoms, let alone its fundamental progression, the Amylix trial’s outcome is also mundane 
unto itself, and underscores the everydayness of failure in the world of Alzheimer’s drug 
development. As John sobs openly, Amylix’s failure is both devastating and boring; it is at 
once spectacular and barely noticeable.      
 While, unbeknownst to her, her daily dosage of Amylix falters, Alice struggles to 
accept the fact that her remaining days as the woman everyone knows are limited. Her 
Alzheimer's prompts her to take stock of the different facets of her identity, aside from the 
professional hat she wears as an academic at Harvard, and her relationships with her family 
members comes to the fore. Genova underscores the dread that Alice initially faces of 
informing her family, including her husband and her adult children, of her condition. After 
Alice shares this information with her family, and as her condition declines, she experiences 
alienation from her family members. They retain their deep affection for her, yet are 
powerless to stop the progression of AD. Her husband begins to make career and life 
decisions without consulting her, and he and her children begin to talk about Alice in front of 
her, as if she were not present.  
 However, Alice’s predicament is not solely a tale of loss, as love emerges as the most 
effective measure for containing the symptoms of AD as they encroach upon her person. 
Over the course of the novel, Alice’s relationship with the younger of her adult daughters, 
Lydia, comes into focus. Although Alice has struggled to understand Lydia's choice to pursue 
a flaky-sounding acting career in Los Angeles over a college degree, Alice's AD has the 
unexpected consequence of drawing her closer to Lydia. Lydia proves to be the most 
compassionate of Alice's children, and during Alice's rapid decline, Alice and Lydia spend 
more time together and strengthen their mother-daughter bond. As Alice's story draws to a 
close, Alzheimer's has run its course. Lydia has become her mother’s primary caretaker, and 
mother and daughter repeatedly affirm their love for, and ongoing recognition of, one 
another.  
 By the end of the story, it appears that Alice’s nagging internal question as to whether 
her love for Lydia resides in her head or in her heart has been resolved. The final passage 
casts love not only as a mode of relating, but also as a deeply embodied mode of knowing 
that exceeds the limitations of the clinical sign system of Alzheimer’s. At this point, Lydia 
has assumed the role of Alice’s primary caregiver, and contentedly passes the time with her 
mother at home, while continuing to hone her acting skills. Alice’s other daughter Anna has 
given birth to a child, whom Alice holds as she watches Lydia rehearse a monologue for her 
acting class. On a whim, Lydia asks her mother for feedback: 
  

 “Hey, Mom, will you listen to me do this monologue I’m working on for class and tell me what you 
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think it’s about? Not the story, it’s kind of long. You don’t have to remember the words, just tell me what you 

think it’s about emotionally. When I’m done, tell me how I made you feel, okay?” 
 Alice nodded, and the actress began. Alice watched and listened and focused beyond the words the 
actress spoke. She saw her eyes become desperate, searching, pleading for truth. She saw them land softly and 

gratefully on it. Her voice felt at first tentative and scared. Slowly, and without getting louder, it grew more 
confident and then joyful, playing sometimes like a song. Her eyebrows and shoulders and hands softened and 
opened, asking for acceptance and offering forgiveness. Her voice and body created an energy that filled Alice 
and moved her to tears. She squeezed the beautiful baby in her lap and kissed his sweet-smelling head.  

 The actress stopped and came back into herself. She looked at Alice and waited. 

 “Okay, what do you feel?” 

 “I feel love. It’s about love.” 
The actress squealed, rushed over to Alice, kissed her on the cheek, and smiled, every crease of her face 
delighted.  
 “Did I get it right?” asked Alice. 

 “You did, Mom. You got it exactly right.”  

 The closing passage of the novel underscores the punchline of Alice’s story: As a 
person afflicted with Alzheimer’s, Alice’s legitimacy as a knowing subject is rehabilitated not 
through the performance of rational thought and discourse, nor through the pharmacological 
intervention she has sought as a drug trial participant, but rather through a choreography of 
deeply felt, affective traffic with Lydia. For Alice and Lydia, to know is to love, and to love is 
to know. In other words, Alice’s agency and integrity of selfhood take shape through ongoing 
acts of mutual interpellation with her daughter, which take place through spoken words and 
physical gestures. More broadly, Genova seems to be making a case for the restorative power 
of social contact and affirmation, as a form of therapy for a subject with dementia that acts on 
registers that are inaccessible to even the most advanced forms of drug-based treatment. 
  In this respect, Genova’s case study of sickness, love, and rehabilitation reanimates 
psychosocial interpretations of the Alzheimer’s phenomenon  that, through a pointedly 6

holistic approach, underscore the effectiveness of social inclusion and robust overall quality 
of life in mitigating symptoms of age-related physical and mental decline.  Importantly, 7

however, Still Alice’s affirmation of love as a powerful antidote to AD symptoms comes 
across less as a repudiation of drug-based interventions into dementia, and more as a 
fictionalized documentary of the true-to-life trajectories of futility to which pharmaceutical 
research and development vis- a- vis Alzheimer’s, in the 1990s and early 2000s, have been 
constrained. It is also critical to emphasize that love and biomedical reason are not 
diametrically opposed to each other in Alice’s universe; after all, it is love for Alice that has 
driven John to push so aggressively for access to the most promising of experimental drug 
trials for her. Amid the seemingly endless cycles of techno-pharmaceutical promise and 
failure, Genova seems to suggest, love persists, as the most basic of human languages and 
therapeutic resources. By the end of the story, Alice is still Alice, in the sense that she 
remains Alice, the person, in every sense of the word. 
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 The ‘Power of Love’ Gala: Alzheimer’s and the Brandscaping  of Las Vegas 8

 Up to this point, I have examined both the proximity and the friction between clinical 
and affective modes of knowing and sharing knowledge about Alzheimer’s in Still Alice. In 
doing so, I have argued that biomedical reason and love impinge upon one another as 
promissory devices for recuperating Alice’s selfhood. In what follows, I ask what is at stake 
as love and knowledge about Alzheimer’s shape each others’ conditions of possibility within 
a more grounded political economy of biomedicine, truth-telling, affect, and capital. I focus 
on the Cleveland Clinic Lou Ruvo Center for Brain Health’s annual ‘Power of Love’ Gala in 
Las Vegas, Nevada as a site of analysis, I explore how the entanglements of love and 
biomedical knowledge inflect the situated practices of biological citizenship (Rose and 
Novas 2005; Petryna 2002) vis- a- vis Alzheimer’s disease. I am especially interested in 
probing the historical specificities of love in relation to AD, which I trace through a 
comparative reading of the fundraising operations for Alzheimer’s research, beginning in 
1970s, on the one hand, and those of the Power of Love Gala, on the other. Subsequently, in 
the third part of this chapter, I locate the Alzheimer’s fundraising gala, and the operations of 
the Cleveland Clinic in Las Vegas at large, within an emergent  post-industrial urban 
landscape being re-contoured by structural economic shifts. I suggest that, in the early 2000s, 
love and biomedical reason not only condition one another, but are actively remaking the 
relationships between agency, wealth, consumption, aging, and marginalization, which play 
out on local and global scales through the Alzheimer’s phenomenon. 
  
 In the case of Still Alice, love is neither simply personal nor political, but it is mobile. 
The promotional quotations appended to the novel offer a snapshot of the differentiated 
terrains of knowledge-making the novel has traversed, since its initial publication. The 
testimonials come from people variously situated in relation to Alzheimer’s, including 
representatives from high-profile activist and public educational organizations such as the 
Alzheimer's Association and DementiaUSA, neurological researchers and clinicians, critics 
representing major newspapers, and other fiction writers: 

“After I read Still Alice, I wanted to stand up and tell a train full of strangers, ‘You have to get this book.’…I 
couldn’t put it down…Still Alice is written not from the outside looking in, but from the inside looking out…[It] 

isn’t only about dementia. It’s about Alice, a woman beloved by her family and respected by her colleagues, 
who in the end is still Alice, not just her disease.” -Beverly Beckham, The Boston Globe  

“Still Alice is a heartbreakingly real depiction of a woman’s descent into early Alzheimer’s, so real, in fact, that 
it kept me from sleeping for several nights. I couldn’t put it down. As a part-time caregiver to a parent with 
dementia, I can say that Dr. Genova’s depiction seems spot-on, from the subtle changes in everyday life to the 
ultimate changes in both patient and family. Still Alice is a story that must be told.”-Brunonia Barry, New York 

Times bestselling author of The Lace Reader 

“At once agonizing and engrossing, this tale of brilliant Harvard psychologist Alice Howland’s decent into 
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dementia grabs you from the first misfired neuron. With the clinician’s precision of language and the master 

storyteller’s easy eloquence, Lisa Genova shines a searing spotlight on this Alice’s surreal wonderland. You owe 
it to yourself and your loved ones to read this book. It will inform you. It will scare you. It will change you.” -
Julia Fox Garrison, author of Don’t Leave Me This Way 

“I wish I could have read Lisa Genova’s masterpiece before my dad passed away following a ten-year struggle 
with Alzheimer’s. I would have better understood and appreciated what was unfolding in his confused and 
ravaged mind…This book is as important as it is impressive and will grab the lives of those affected by this 

dread disease for generations to come.” -Phil Bolsta, author of 60 Seconds 

“An intensely intimate portrait of Alzheimer's seasoned with highly accurate and useful information about this 

insidious and devastating disease.” -Rudolph Tanzi, Professor of Neurology, Harvard University, and co-author 
of Decoding Darkness: The Search for the Genetic Causes of Alzheimer’s Disease 

“Genova has brilliantly captured the subjective experience in this intimate story…Touching and informative.”-

Daniel Kuhn, author of Alzheimer’s Early Stages: First Steps for Families, Friends, and Caregivers 

“An ironic look at complicated family relationships, our hopes for future generations, and the essence of life…

Whether or not you or someone in your family has dementia, Still Alice is a great read.”-The Tangled Neuron 

“Powerful, insightful, and all too true. Genova has the great gift of insight, imagination, and expression that 
allows her to pry open the fortress door and tell a story from a perspective seldom spoken…Her revealing 

insights into these deeply personal experiences show true empathy and understanding not only of cognitive 
neuroscience and dementia, but also of the human condition.” -Alireza Atri, M.D., Ph.D., Neurologist, 
Massachusetts General Hospital, Memory Disorders Unit 

“The experience of Alzheimer’s disease is a process of discovery. Readers, along with Alice, are artfully and 
realistically led through this process, moving from the questions and concerns that accompany unexplained 
memory difficulties to the experience of diagnosis and the impact of Alice’s changing needs on relationships 

with her family and colleagues.” -Peter Reed, Ph.D., Senior Director of Programs for the Alzheimer's 
Association 

“Dementia is dark and ugly. Only a writer with a mastery of neuroscience and the grit, the empathy, of an actor 
with Meisner training could get both the facts and the feelings right- the way I live it daily. Still Alice is a laser-
precise light into the lives of people with dementia and the people who love them.” - Carole Mulliken, co-
founder of Dementia USA 

 I have included all of the quotations, in their entirety, that feature in the opening pages 
of Gallery Books’ 2007 edition of Still Alice, in order to capture as well as possible the range 
and detail of responses to the novel that have been amplified. In addition to assembling a 
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montage of references to the differentiated sites of knowledge production through which the 
novel has passed, the quotations reiterate some of the following themes. To begin with, 
readers repeatedly marvel at the clinical accuracy of the novel, and of its explanation of the 
neurological research being done to unpack the disease’s fundamental mechanisms. Further, 
the testimonials underscore the fidelity of Genova’s account of Alzheimer's disease to the 
authentic, lived experiences of people diagnosed with AD, as well as those of their 
caregivers. What is remarkable here is that the readers’ affirmations of Still Alice’s clinical 
realness and precision seem to ramp up, rather than to neutralize, the affective intensity of the 
novel’s reception. The more accurately Alzheimer’s is understood to have been described, in 
other words, the more heartbreaking, touching, agonizing, engrossing, scary, and 
sleeplessness-inducing the description becomes. Redeploying Carol Mulliken’s language, the 
more solid the facts are, the more intense the feelings are that those facts apparently provoke 
within the audience receiving them.   
 In addition, the testimonials are striking because they voice a call to action. One is 
compelled to respond by pursuing further education about Alzheimer’s, engaging the larger, 
imagined Alzheimer’s community, taking steps to raise awareness of the gravity of the 
disease in order to secure funding for future research efforts, and garnering support for those 
impacted by its fallout.  The forward-looking orientation of the testimonials calls to mind 9

Carlos Novas’ ‘political economy of hope’ as an interpretive framework for mapping the 
worlds that health activists bring about through concerted investment in a future cure for a 
disease phenomenon (Novas 2006). For Novas, far from being merely a psychic event, hope 
may be understood to bear social, political, and economic materiality in the conditions of 
living it configures. Importantly, a political economy of hope cannot be considered in 
isolation from the relations of wealth accumulation and distribution, particularly in the form 
of ‘biovalue’, in which its actors have been enrolled. Thinking with Novas, then, I want to 
critically explore the agency of hope in reshaping the terrain of Alzheimer’s research, and the 
flows of capital and affective value that have mediated such research efforts.   
 However, I also want to adopt a more textured approach to the affective life of 
Alzheimer’s activism than the parameters of Novas’ political economy of hope may allow. 
Although the testimonials for Still Alice undoubtedly project a sense of hopefulness, their 
references to the affected family members on whose behalf one should feel compelled to read 
the novel, and subsequently take action, conjure a range of emotions that resonate more 
closely with those of indebtedness, passion, and love based on affiliation. Here, I take a cue 
from Sara Ahmed, whose mapping of the political economy of love in particular throws into 
relief the relations of privilege, difference, inclusion, and exclusion from which love cannot 
be extricated as it travels. Love, Ahmed suggests, is not only mobile and material, but it 
actively shapes historically specific understandings and practices of affiliation, alienation, 
violence, and marginalization (Ahmed 2004). Further, my approach is influenced by a body 
of thought in the anthropology of science that more explicitly theorizes the mutually 
constitutive relations between promise, biological matter, and capital, than does scholarship 
in the sociology of expectations (Taussig, et al. 2013, S9-10). In what follows, I consider not 
only the affinities between love, promise, biomedicine, and capital, but some the historical 
particularities that qualify their expression within fundraising activism for Alzheimer’s 
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research taking place in the early 2000s in a global metropolitan setting.   
 Still Alice’s thematization of love as an affective condition, but as also as a robust 
mode of knowing and sharing knowledge about Alzheimer’s, is not new. Since the original, 
1981 publication of The 36-hour Day: A Family Guide to Caring for People Who Have 
Alzheimer’s Disease, Related Dementias, and Memory Loss, by Nancy Mace and Peter 
Rabins, an expanding body of literature has inscribed love as a condition of knowing, 
relating, and acting in regard to AD. These materials include self-help guides for adult 
children and spousal partners of people diagnosed with AD, as well as dozens of 
autobiographical, biographical, and fictional stories, which have burgeoned since the late 
1990s and early 2000s, that stage love as a condition of truth-telling and agency vis-a-vis 
Alzheimer’s. Before the film version of Still Alice won an Academy Award in 2014, Iris 
(2001), The Notebook (2004), Aurora Borealis (2005), and Away From Her (2006) garnered 
critical acclaim as Hollywood productions about the entanglements of love and Alzheimer’s.   
 Not surprisingly, love has also emerged at the crossroads of Alzheimer’s disease 
activist practices, biomedical research, and mass-entertainment culture. The Power of Love 
(referred to from here on as the P of L) Gala, is a case-in-point. The latter is an annual 
fundraiser administrated by the non-profit organization, Keep Memory Alive (KMA), in 
order to support the functions of the Cleveland Clinic Lou Ruvo Center for Brain Research in 
Las Vegas, Nevada. The idea for the gala materialized during a dinner hosted in 1995 by 
Larry Ruvo, the Las Vegas-based CEO of Southern Wine and Spirits of Nevada, to honor the 
memory of his father Lou, a restauranteur who had passed away the previous year due to 
symptoms of Alzheimer’s disease. While reminiscing about Lou, John Paul DeJoria, one of 
the founders of Paul Mitchell hair products, and one of Larry’s guests, announced that he 
wanted to donate 5,000 dollars to Alzheimer’s research on the spot. The other 40 guests 
followed suit and contributed a total of 40,000 dollars that night, which prompted Larry to 
organize a larger fundraiser in 1996 that garnered 375,000 dollars, including contributions 
from the Ruvo family’s longtime friends, Steve and Elaine Wynn. As the first iteration of 
what would become the yearly P of L Gala, the 1996 fundraiser took the form of of an 
auction, in which the participants continued to bid on “nothing” but the positive feelings of 
supporting a worthy cause, at DeJoria’s urging, after the silent auction items had run out. 
Bidding started at 10,000 dollars, and three “nothing’s” eventually sold for 25,000 dollars 
each.   10

 Since 1996, the fundraiser has opened to the public, with tickets available starting at 
1500 dollars for an individual seat, and going up to 12-seat, VIP access tables available for 
100,000 dollars each. Buoyed by endorsements from sponsors such as MGM Resorts 
International, Ruvo’s has been billed as one of Las Vegas’ signature celebrity events.  The 11

galas have showcased food and wine prepared by celebrity chefs and master sommeliers, 
including but not limited to Mario Batali, Thomas Keller, Emeril Lagasse, Wolfgang Puck, 
and Michael Mina. Guest entertainers have included, among others, Andrea Bocelli, Celine 
Dion, and Siegfried and Roy. Held in the event space of the Brain Center’s Frank Gehry-
designed building in downtown Las Vegas since 2010, the Power of Love Gala’s activities 
and celebrity guests have been featured on television series including Larry King Live and 
Bizarre Foods America. The gala, along with other smaller events scattered throughout the 
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calendar year in Southern Nevada and in Northern California, has raised over 235 million 
dollars for research into Alzheimer’s and other neurological disorders.  Keep Memory Alive, 12

a non-profit, 501(c)(3) organization, has managed the funds, which support the Brain Center 
exclusively. 
 Prior to 2010, the gala was held every year at various venues in the city. An account 
of the 2009 event in the Brain Center’s semi-annual newsletter, New Thinking About 
Thinking, details a “magical” affair featuring a “star-studded celebrity crowd”, world class 
cuisine, and a boisterous fundraising auction in which donations spiraling into the tens of 
thousands of dollars were exchanged for lavish gifts. More broadly, the activities of the 
evening centered around a celebration of the Cleveland Clinic’s arrival in Las Vegas, and its 
promise to usher in groundbreaking developments in research on Alzheimer’s and other brain 
disorders:      

“It was truly a magical evening on February 28, 2009 when more than 1100 guests attended the Power of Love 

Gala at the Bellagio. The enchantment began when guests entered the Secret Garden- inspired reception. 
Perusing the awe-inducing selection of silent auction items including weekend getaways, decadent dining, 
vintage wines and glittering gems, guests were transported to a stunning world where body-painted white tigers 

playfully toiled amongst a dazzling forest setting. The decor featured Sigfried and Roy vignettes, costuming and 
photos, foreshadowing the duo’s highly anticipated performance later in the evening. The crowd sipped flutes of 
Dom Perignon and nibbled Italian cheese ‘twinkies’ and crunchy rock shrimp prepared by Chef Martin 
Heierling before moving into the ballroom for dinner.  

Guests were delighted to learn of a newly inked partnership between Keep Memory Alive and the Cleveland 
Clinic, who will run the 65,000 square foot Lou Ruvo Center for Brain Health when it opens. The Cleveland 

Clinic is ranked fourth-best in the nation and is ranked in the top ten in nine specialties by US News and World 
Report. The crowd roared with applause in response to the announcement.  

Once the star-studded crowd settled in- Terri Hatcher, Hillary Duff, Steve Schirripa, Danny Devito, Rhea 
Pearlman, Perry Ferrell, John Pinette, Muhammad Ali, Kristen Davis, and John Paul DeJoria were all in 

attendance- the evening began in full force. Larry and Camille Ruvo spoke to the importance the organization 
plays to the community and to them personally. Attendees dined on a delectable dinner prepared by world-class 
chefs- Wolfgang Puck, Eric Klein, Todd English, and Jean-Philippe Maury. Each dish was prepared with an 

exquisite wine from Dom Perignon, Caymus Vineyards, Holdredge Bucher Vineyards, Prevail and Ferrari 
Carano. As dessert was served, the live auction began. The event began with Christian Kohlberg asking anyone 
willing to donate 1,000 dollars then and there to stand up- to which 41 guests accepted the challenge! From that 
moment, the auction was off to an exciting start. Rare bottles of wine, original art work, and once-in-a lifetime 

experiences were won by generous bidders.  

Upon finishing the auction, the crowd held a collective breath as master illusionists Sigfried and Roy took the 

stage along with tiger Montecore. The legendary duo gave an emotional farewell performance with deafening 
applause and a heart-felt standing ovation. The magical spectacle touched hearts and brought a tear to many an 
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eye in the crowd. The evening created much more than captivating memories. Awareness and more than $12 

million was raised to continue working towards finding cures and developing new therapies for Alzheimer, 
Huntington, Parkinson, ALS, and other memory disorders. Our deepest gratitude goes out to everyone who 
made such a phenomenal night possible.”  13

  
 The first iterations of the P of L Gala predate the construction of the Brain Center 
itself, as a center for research and clinical treatment. In the wake of Larry Ruvo’s first 
fundraiser in 1996, his physician, Leon Thal,  suggested that Ruvo invest the money into 14

building a clinic for neurocognitive disorders in Las Vegas to honor his late father. In 
February of 2006, Ruvo commissioned the Frank Gehry  to design the medical facility, after 15

the architect shed his initial reluctance to build in Las Vegas and grew convinced, during a 
three-hour conversation, of the gravity of Ruvo’s investment in curing neurological disorders. 
Soon afterward, Zaven Khachaturian, Leon Thal’s mentor, was appointed to lead the 
scientific program, and to convene think tanks oriented around Alzheimer’s research, at what 
was initially called the Lou Ruvo Brain Institute (Cummings, et al. 2014, 104). In 2009, 
KMA finalized a partnership with the Cleveland Clinic, which would administrate the 
center’s research and clinical programs.     
 Under the stewardship of Khachaturian in its opening years, the Brain Center set into 
motion a program aimed at developing techniques of early detection for AD, through 
partnerships in multiple studies focused on early detection and intervention. The first, the 
Alzheimer’s Disease Neuroimaging Initiative, is a longitudinal study operating across nearly 
60 sites throughout North America that has aimed to develop, standardize, and share 
biomarkers for AD since 2004. The Brain Center has acquired a PET scanner and and MRI 
machine for functional and structural imaging, respectively, and has collected blood and 
cerebrospinal fluid specimens for the study. In addition to the ADNI, the Brain Center is a 
partner in the Anti-Amyloid Treatment in Asymptomatic Alzheimer’s (A4) Study, a 66-site 
North American investigation which tests the efficacy of an anti-amyloid antibody in subjects 
identified as being at risk for AD due to heightened levels of amyloid plaque deposits.   
 The third major investigation, the TOMORROW study, is taking place at 
approximately 50 sites across North America, Europe, and Australia, and focuses on genetic 
risk for Mild Cognitive Impairment (MCI) leading to Alzheimer’s linked to the APOE gene 
and the TOMM40 gene in 5000 healthy senior volunteers. While partnering in the multi-site 
studies, the Brain Center has also sought to establish a trans-Atlantic registry for tracking the 
natural course of Alzheimer’s over subjects’ lifespans, and to standardize tools for comparing 
and collaboratively optimizing screening procedures for identifying individuals at the highest 
risk. Through its commitment to exploring risk factors for Alzheimer’s, the center has probed 
the possibility of enrolling local households in home monitoring, in conjunction with wet 
biomarker studies, structural and functional imaging, and cognitive testing. The center has 
also focused on developing tools for streamlining clinical trials for prospective AD drug 
therapies by improving mouse models designed to optimize trial subject selection.  
 As I have outlined up to this point, the P of L Gala is embedded within a network of 
overlapping operations, the objectives of which are multifold: They are oriented toward 
raising and enlivening the public profile of Alzheimer’s disease, advancing biomedical 
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research into genetic and environmental markers of susceptibility to the illness, and 
facilitating a culture of proactivity and self-education among members of the lay public. In 
what follows, I aim to partially historicize, and to throw into relief some of the structural and 
affective specificities of the P of L Gala as an iteration of present-day Alzheimer’s disease 
activism, bearing in mind its function within the larger operations of the Keep Memory Alive 
organization and the Brain Center. In doing so, I underscore some of the material and 
ideological conditions under which love and biomedical knowledge production enable, 
constrain, and inflect one another through the phenomenon of AD. 
 As a frame of reference, the gala’s affective life both resonates with and differs from 
the so-called “health politics of anguish” that took shape in the mid-1970s as a rhetorical 
vehicle, among Alzheimer’s research advocates, for heightening the profile of AD as a 
concrete entity demanding action within broader popular discourse. The notion of a health 
politics of anguish was coined by the National Institute for Aging (NIA’s) inaugural director, 
Robert Butler, and refers to narratives about Alzheimer’s as an imminent threat to public 
health in the United States. Jointly reiterated by leading scientists, grassroots caregiver 
activist groups, celebrities, journalists, and other private citizen stakeholders, such narratives 
aimed to secure the institutional, economic, and labor resources from Congress and the 
National Institutes for Health that were understood to be necessary for meaningful 
biomedical intervention into AD to take place (Fox 1989). 
 Practically speaking, the health politics of anguish capitalized upon momentum 
within Congress to increase funding for Alzheimer’s disease research that been accelerating 
since the early 1970s. Within the US government, such impetus grew amid developments in 
biomedicine involving new methods of inquiry using electron microscopic technology, and a 
sharpening focus on the significance of neurofibrillary tangles in relation to the problem of 
age-related cognitive decline. Federal funding for AD jumped from less than 1 million dollars 
per year in 1976, to more than 11 million in 1983, to more than 300 million in 1994, and to 
nearly 700 million in 2005 (Ballenger 2006, 114). Starting in the mid-1970s and continuing 
into the 1980s, as Jesse Ballenger has documented, Alzheimer’s research advocates 
underscored that the illness was a specific disease that deviated sharply from the normal 
course of aging, and that warranted investment in terms of funding for basic research 
(Ballenger 2006, 118). Significantly for Ballenger, this emphasis on the categorical 
specificity of AD also had the unintended effect of weakening any concerted movements for 
social policy reform that stood to benefit those providing care for people diagnosed with 
debilitating illnesses other than Alzheimer’s disease.  
 In other words, the health politics of anguish refers to a strategy of AD activism that 
prioritized economic and cultural investments in a biomedical cure for AD, and that went as 
far as to cast federal spending on social services as a grim, exorbitant, and wasteful 
byproduct of failure to realize such a cure (Ballenger 2006, 119-20). Within such a politics, 
the US government’s sponsorship of Alzheimer’s research was at a glaring deficit not only in 
proportion to the among of funding spent not only on social services, but in comparison to 
the amount spent on other illnesses such as cancer and heart disease. According to narratives 
of apocalyptic demography (Robertson 1991), rectifying this deficit was no less than a matter 
of moral obligation, because Alzheimer’s ranked as high as the “fourth or fifth leading cause 
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of death along adults” in the United States (Katzman 1976, cited in Ballenger 2006, 119). As 
such, AD was uniquely poised to exact a crippling burden upon the US health care system in 
years to come, as a swelling elderly population grew sick and lived longer than previous 
generations had.  
 Further, the politics of anguish worked to personalize the ravages of Alzheimer’s 
through narratives of never-ending pain and loss, not only on the part of those diagnosed, but 
for their caregivers as well. As a deviation from the normal course of aging, AD robbed its 
“victims” of their fundamental sense of personhood, especially because many of them had 
been high-functioning, prominent, even “brilliant” members of society prior to the onset of 
disease (Ballenger 2006, 128-30). Testimonies of emotional agony and exhaustion from 
people caring for disease-stricken loved ones dramatized the immense human cost of the 
disease that spread beyond the sufferer as an individual, and that strained younger 
generations’ overall quality of life under the weight of caregiving obligations. In effect, 
Alzheimer’s was a “family disease” (Ballenger 2006, 131) that set in motion a collectively-
lived tragedy marked by “endless night [and] endless [m]ourning” (Ballenger 2006, 123-4). 
On a broader scale, the AD phenomenon threatened to “pauperize” the American cultural 
experience of old age, as hardworking citizens stricken with the illness, as well as their 
families, would be forced to spend down their assets in order to pay for social services, in the 
absence of an effective biomedical cure. This specter of forced impoverishment flew in the 
face of American ideals of self-determination and self-actualization in the pursuit of a stable, 
lifelong, middle- class standard of living (Ballenger 2006, 134).  
 In 1977, Robert Butler pushed for the formation of a national Alzheimer’s lobbyist 
group, extending beyond the immediate domain of federal governance, that would represent 
the collective interests of local, geographically dispersed dementia care advocacy groups. 
First recognized in 1980 as the Alzheimer’s Disease and Related Disorders Association 
(ADRDA), and eventually as the Alzheimer’s Association (AA), the primary objectives of 
the organization were to raise public awareness of Alzheimer’s, and to put pressure on 
Congress to furnish resources for advancing biomedical knowledge of the disease (Fox 
1989). Importantly, public activism has been integral to the AA’s operations. In 1989, the AA 
organized the inaugural Memory Walk, which mobilized 9 local and regional chapters and 
1249 individual participants, and raised 149,000 dollars for biomedical research. By 1993, 
the walk had grown into a national event, raising 4.5 million dollars across 167 different 
locations.  
 Slightly over 20 years later, the 2015 Walk to End Alzheimer’s fielded 50,000 teams 
across more than 600 walks across the country, and yielded more than 75 million dollars for 
Alzheimer’s research.  In addition to the annual walk, the Alzheimer’s Association launched 16

a national fundraiser called “The Longest Day”, which is scheduled to take place every year 
on the day of the summer solstice. Teams of participants pledge to raise a minimum of 1600 
dollars, and to take part in a recreational group activity, on the longest day of the calendar 
year, in honor of a loved one who has suffered from AD. Popular activities include, for 
example, playing bridge, bowling, hiking, bicycling, making arts and crafts, gardening, or 
putting together a live jam session. The theme of “The Longest Day” signals recognition of 
the arduous, lengthy journey that a person undertakes once diagnosed with Alzheimer’s, as 



!125
well as the seemingly never-ending labor that caregivers invest in his or her safety and 
wellbeing. In 2014, 1100 teams nationwide raised 2 million dollars for the Alzheimer’s 
Association.     17

 In some respects, the narratives of the Brain Center’s Power of Love Gala, as well as 
those of the non- profit organization Keep Memory Alive, do resonate rhetorically and 
operationally with the health politics of anguish taken up by the Alzheimer’s research lobby, 
the various iterations of which have been practiced from the 1970s to the present day. For 
instance, both discourses leverage personal grievances in relation to AD, and the practical 
and emotional damage the latter has wrought upon activists’ immediate family members, in 
order to mobilize a larger social and financial investment in biomedical interventions into the 
disease. In doing so, both rely upon first-person testimonies, which serve at once as modes of 
objective truth telling, and as conduits of emotional affect vis- a- vis Alzheimer’s that is all 
the more intense because it is so real. Keep Memory Alive’s operations furthermore replicate 
the value systems built into the health politics of anguish by firmly prioritizing biomedical 
research over social policy and welfare reform as an approach to the problems that AD is 
understood to pose.       
 However, there are multiple things that differentiate the Power of Love Gala from the 
stances and strategies of a health politics of anguish. To begin with, in contrast to the 
orientations of the health politics of anguish, the themes amplified during the P of L Gala do 
not emphasize a sense of urgency over the need to attract attention from Congress, and to 
leverage support from government officials to secure funding from the NIH for the Brain 
Center’s AD research endeavors. To be sure, the NIH remains a critical stakeholder and 
source of funding for the Ruvo Center’s operations, and the latter’s scientific administrators 
have been actively involved in lobbying for policy changes enriching AD research at the 
Congressional level. For example, since its completion in 2009, the Brain Center has hosted 
the Leon Thal Symposium, an annual think-tank-style meeting aimed at developing a 
national strategy for preventing dementia, which started in 2007 in honor of the late Leon 
Thal’s research career. The symposium’s practical “Roadmap to Prevention” approach to 
Alzheimer’s was presented to the 111th Congress, and eventually was incorporated in the 
Alzheimer’s Breakthrough Act of 2009 (S-1492, HR-3286). The Act doubled the ceiling for 
NIH funding for research on Alzheimer’s for the fiscal year 2010, and called for a National 
Summit on Alzheimer’s to convene researchers, policymakers, and public health 
professionals to assemble strategies for dementia care and prevention (Khachaturian, et al. 
2010).  
 Even so, events such as the Power of Love gala, and the numerous smaller fundraisers 
the Brain Center hosts are symptomatic of shifts in the financial and structural landscape of 
Alzheimer’s research in the United States that have occurred between the 1980s and the early 
2000s. Although federal support for biomedical approaches to AD has steadily increased 
since the 1980s, investments from stakeholders in the pharmaceutical (Bick 2000) and 
biotechnology sectors, as well as from private philanthropists such as Larry Ruvo, have 
played an increasing role in shaping the epistemic questions, clinical tools, and value systems 
(Cook Deegan 2000) constituting the field of AD research. The Ruvo Center’s biggest 
ongoing AD-related projects, the Alzheimer’s Disease Neuroimaging Initiative (ADNI), the 
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A4 Study, and the TOMORROW study, are structured by densely networked, public-private 
partnerships, and are organized by translational objectives. In addition, through its P of L 
Gala and smaller live-entertainment-style fundraisers, its fine art auctions, and its Frank 
Gehry-designed event space rentals, the Brain Center had raised over 100 million dollars for 
AD research as of 2014. In the view of chief administrators and researchers Jeffrey 
Cummings, Kate Zhong, and Charles Bernick, a collaborative, diversified funding portfolio, 
reliably undergirded by philanthropic donations, is absolutely necessary for scientific inquiry 
to be successful in unpredictable fiscal times (Cummings, et al. 2014, 108).   
 The Brain Center’s marquee fundraiser also diverges from a health politics of anguish 
via its explicit thematization of love, as opposed to loss, as a mode of knowing, acting, and 
collectively gathering in relation to Alzheimer’s. Rather than channeling a sense of mourning 
over the legacy of sufferers’ and caregivers’ experiences of “victimhood”, KMA’s AD 
activism entails impassioned celebration of lives lived, thereby tapping into the “Power of 
Love” in order to effect change. Moreover, KMA’s affect is future-oriented, and as such, is 
one of anticipation and excitement: The Brain Center’s fundraising narratives and 
incitements to action do not urge donors to help put an “end” to Alzheimer’s, as is the theme 
of the Alzheimer’s Association’s annual Memory Walk; rather, they promise to enrich life 
that is ongoing, in accordance with the mantra of “keep[ing] memory alive”. After all, the 
Power of Love Gala promises not to stamp out AD, but to provide “an event to remember so 
that others will never forget”.      
 KMA’s commitment to orchestrating a memorable event for the gala’s participants 
speaks to another significant difference between the narratives and practices of the Power of 
Love Gala, and those of the health politics of anguish. The Brain Center’s fundraiser is not 
only a spectacle, but may be described as an experience of multi-sensory consumption, of 
bacchanalian proportions, in the middle of Las Vegas. In other words, Power of Love Gala 
attendees do not generate funds for Alzheimer’s research by collecting sponsorships for a 
three-mile walk, or for a mundane group activity, the objectives of which are to convey 
recognition of the day-in-and-day-out strain exacted upon people diagnosed with AD and 
their caregivers. Also particularly striking is that the article recounting the 2009 gala in the 
Fall ’09 issue of New Thinking About Thinking painstakingly documents the individual 
names of celebrities in attendance, the chefs who have prepared the multi-course meal, and 
the brands of food and drink items served. It is as though the event has become all the more 
“magical” and “memorable” through its over-the-top saturation in brand-name people and 
commodities, and through their repeated citation in popular print and TV media. Notably, 
within the article, the crowd’s energy at the Power of Love Gala swells in response to the 
announcement that the Lou Ruvo Institute will be partnering with the Cleveland Clinic, an 
institution whose name and prestige in the domains of biomedical research and clinical 
practice elicits a collective “roar” of jubilation. Here, the narratives and embodied sensations 
of love, promise, corporate brand culture, and biomedical knowledge production about 
Alzheimer’s and other brain disorders seem not to merely enable, but to inflame one another. 
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Toward a Political Economy of Love, Biomedical Reason, and Alzheimer’s 

 More broadly, the gala’s conditions of possibility may be mapped onto some of the 
structural, economic, and cultural effects of post-industrialization that have reshaped the Las 
Vegas landscape, and that have unfolded contemporaneously with the Brain Center’s 
activities in fundraising and brain health research since the late 1990s. As an institution, the 
Brain Center serves an architectural icon within Symphony Park, Las Vegas’ premier 
downtown urban renewal project, and one of former mayor Oscar Goodman’s marquee 
investments. Goodman began his mayoral tenure in 1999 with a vision of reinventing a 61-
acre triangle of industrial waste land within the city’s downtown area, formerly owned by the 
Union Pacific Railroad, and located off of US 95 and Interstate Highway 15. Proclaiming it 
“the best piece of urban real estate in the world”, Goodman obtained the swath of land in 
2000 from the global investment firm Lehman Brothers’ Holdings Inc., in exchange for 97 
acres of the Las Vegas Technology Center’s land in northwest Las Vegas, and 2 million 
additional dollars.    18

 With the casino mogul and art collector Steve Wynn’s input, the mayor envisioned 
converting the formerly polluted 61 acres, as well as the adjacent neighborhoods which were 
then dotted with seedy liquor stores and by-the-week motels, into a mixed-use center of 
cultural vitality. Ideally, the development would help provide upscale but accessible housing, 
employment, healthcare, and entertainment for the nearly 6,000 new residents streaming into 
the city per month, and the 70,000 per year who contributed to Nevada’s 66% growth rate 
during the 1990s, which ranked first among all states nationwide.  In the decade that 19

followed, development was hamstrung by economic fallout reverberating from the 
September 11, 2001 terrorist attacks, and from the Great Recession of 2008. Even so, by 
2011, Goodman’s three consecutive terms in office had altered Las Vegas’ downtown 
landscape with new attractions including but not limited to the Brain Center as a state-of-the-
art medical facility, the Smith Center for the Performing Arts, the World Market Center’s 
selection of high-end furniture, the Soho Lofts as an upscale, high-rise residential complex, 
and a burgeoning Arts District.   
 Further, the Brain Center and its functions operate within a broader campaign to 
stimulate economic growth in Las Vegas, and among international, Las Vegas-based 
companies, by focusing on biomedicine and biotechnology as arenas of capital investment. 
Due largely in part to low labor costs relative to other major cities in the country, and to lax 
state regulations on private enterprise, the economic climate had already fostered substantial 
growth (58.5%) and diversification among small businesses in Las Vegas between 1998 and 
2003, many of which represented the software and biotechnology sectors.  In 2003, US 20

Senator Harry Reid (D-Nevada), developed interests in both biomedical research and biotech 
incubator programs after being lobbied at his Nevada office by advocates for interstitial 
cystitis (a chronic bladder disorder), and becoming embroiled in Congressional stem cell 
research debates while on Capitol Hill. Shortly afterwards, UNLV established dentistry 
education, cancer research, and biotechnology programs. Along with the director of UNLV’s 
Shadow Lane campus, Reid also toured the Massachusetts-based corporation, Biomedical 
Research Models, Inc. (BRM), laying the groundwork for a partnership that materialized 
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when BRM purchased Las Vegas’ Oral Vaccine Technologies.  In less than ten years, the 21

Brain Center (2009), the Nevada Cancer Institute (2005), and the Nevada Neurosciences 
Institute (2008) were built in Las Vegas and became fully operational as sites of academic 
research and clinical care. In 2006, the city’s global hospitality brand expanded its consumer 
base when the Las Vegas Sands made a successful bid to construct a casino resort in 
Singapore’s Marina Bay, promising to attract more than 700,000 additional visitors to 
Singapore per year. Opening in 2010 at the cost of 5.7 billion US dollars, the Marina Bay 
Sands offers 121,000 square meters of flexible convention and exhibition space,  which has 22

been designed to cater to events organized by the pharmaceutical, biotech, banking, and 
finance sectors. 
 In addition to boosting Las Vegas’ brand as a hub for the biological and translational 
sciences, the Cleveland Clinic has participated in the expansion of the city’s hospitality 
industry into the domains of health and wellness as sources of tourism-based revenue. In 
2012, the health care provider realized a partnership with MGM Grand when the latter 
opened its selection of ‘StayWell’ rooms and suites at its resort on the Strip, featuring in-
room wellness amenities and technologies, including long-wave lighting, Vitamin C-enriched 
bathing and drinking water, aromatherapy, and access to the Cleveland Clinic’s app-based 
programs for sleep, stress, and nutritional therapy.  The joint venture has advanced a larger 23

effort to bolster medical tourism as an engine of urban economic growth. In 2014, the LV 
Convention and Visitors’ Authority, the LV Global Economic Alliance, LV Health Education 
Advocacy and Leadership of Southern Nevada (HEALS), and UNLV collaboratively 
developed a plan to draw more wellness-themed events to the city, and to promote existing 
health and hospitality-oriented amenities such as day spas, as well as restaurants with vegan 
and gluten-free offerings.  Also in 2014, the city of Henderson, located in the southeast 24

region of the Las Vegas metropolitan area, made a land deal with the developer, Union 
Village LLC, to begin construction on a 1.6 billion dollar, 228-acre mixed-use health care 
complex.  
 Billed as the world’s first integrated health community, ‘Union Village’ is slated to 
open in 2022. The complex will be anchored by an acute care hospital, and will consist of 
residential apartments and a large-scale entertainment center, as well as a retail component.  25

Aside from the aforementioned features, one of Union Village’s prospective centerpieces is 
what its developers envision will be a robust and active senior community.  For Craig 
Johnson, a partner in Union Village LLC, “Seniors are different today and they want more. 
They don’t want to go someplace and get old, they want to be active and involved, and focus 
on wellness and learning.” Built upon what Johnson describes as a “live, work, play model”, 
Union Village is projected to offer senior living, assisted living, and memory care tiers of 
housing alongside non-age-restricted options, and will aim to provide multiple generations of 
residents and visitors alike with all of the amenities they need to stay and live without leaving 
the complex.   26

 Beyond its partnership with MGM Grand in the ‘StayWell’ hospitality program, the 
Cleveland Clinic has done its part to help develop Las Vegas as a site for professional 
medical education and training, with a burgeoning emphasis on healthy aging. In 2016, the 
health care provider’s Center for Continuing Education hosted popular aging medicine guru 
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Michael Roizen’s 14th annual Preventive, Lifestyle, and Integrative Medicine Conference at 
the Four Seasons Hotel, with key topics including maintaining wellness among aging 
patients, and preventing and treating chronic conditions.  The Cleveland Clinic’s partnership 27

with the Four Seasons not only advances a broader campaign to attract professional medical 
organizations to Las Vegas for meetings and conventions, but reflects the emergence of 
aging-focused medical professionals as a niche market in the hospitality industry. For 
example, in 2013, the American Academy of Anti-Aging and Regenerative Medicine (A4M) 
announced its commitment to holding its annual conference in Las Vegas through 2018. In 
2013, the conference’s entertainment organizers offered medical professionals admission to 
shows for a reduced rate, and medical students enrolled in health education programs at Las 
Vegas-based universities were admitted for free. Students were also offered the opportunity 
to volunteer at the A4M conference, in order to fulfill any community service or community 
education units that their degrees may have required.  The event’s operations appear to 28

signal the remaking of the medical professions, including those specializing in age 
management, as domains of hospitality and service provision and consumption (Sloane and 
Sloane 2003).   
 Amid these developments, it is critical to take stock of the relations of power and 
marginalization that have implicated the lives of the aging and aged. Moreover, the city’s 
investments in the hospitality industry’s niche markets, including that of the elderly 
population, and that of visiting and local medical professionals specializing in healthy aging, 
have shaped a landscape in which the elderly have become increasingly vulnerable, on both 
structural and embodied registers. The state’s conditions of living for those over the age of 65 
have been influenced by steady population growth since the early -to -mid 1990s, which was 
driven in part by the influx of middle-aged workers who, attracted by jobs in the burgeoning 
services and entertainment industries, came to Nevada and set up permanent residence. 
Between 2000 and 2010, Nevada’s overall population growth (35%) ranked highest in the 
nation, while the number of in-state residents over the ages of 62 (54%) and 85 (78%) grew 
by remarkably higher rates. Among other factors, elderly newcomers to Clark County have 
been, and continue to be, attracted to Las Vegas’ warm weather, relatively affordable housing 
prices, abundance of leisure activities, and lack of income tax.  However, this surge in 29

Nevada’s percentages of elderly residents has also thrown into relief the state’s infrastructural 
limitations, which have made the prospect of providing sufficient healthcare resources and 
day-to-day support for the elderly increasingly dubious.  
 To begin with, the state has severely lagged behind others in terms of its numbers of 
physicians available to care for every 100,000 local residents, ranking among the bottom five 
in the nation overall as of 2015. This shortage of physicians has been exacerbated by the 
absence of a medical school program at UNLV, and also by the limited numbers of residency 
spots available statewide to medical school graduates of the University of Nevada at Reno 
and Touro University. The latter shortage is significant, because as of 2015, it was calculated 
that less than half of all medical school graduates who left Nevada for residency eventually 
returned to the state to work.  More broadly, Nevada’s incapacity to field strong numbers of 30

residency spots reflects ongoing fallout from the US Balanced Budget Act of 1997, which 
severely capped federal support, in the form of Medicare funding, for graduate medical 
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education (Salzberg 2008).  
 As federal austerity measures have siphoned off Medicare funding, Clark County has 
been put upon to provide millions of dollars in support for residency programs in the Las 
Vegas area, primarily through the University Medical Center.  Further, the state’s 31

infrastructure for meeting the medical needs of the elderly in particular has been impacted by 
a shortage of geriatric health care workers. In 2014, the Nevada Commission on Aging 
Legislative Subcommittee assembled a report that called attention to Nevada’s understaffed 
health care system, with emphasis on the quality of provision of care to seniors. Oriented 
toward legislators and candidates for office, the report pointed out the state’s shortages of 
nurses, primary care providers, geriatricians, geriatric pharmacists, social workers, and 
physical, occupational, and speech therapists.  The report also underscored Nevada’s lack of 32

consistent and effective support for members of its elderly population with cognitive and 
behavioral health care needs, including those suffering from symptoms of Alzheimer’s 
disease. Between the years 2000 and 2025, the Alzheimer’s Association has projected a 100% 
increase in the numbers of people diagnosed with AD in the state, which does not include 
those over 65 with non-AD forms of dementia, Parkinson’s disease, traumatic brain injury, 
and other mental and behavioral disorders.  
 Against the backdrop of Nevada’s ailing health care system, it is remarkable that, 
since the early 1990s, Nevada has also had the highest geriatric suicide rate among all US 
states. Even so, seniors diagnosed with Alzheimer’s disease and other cognitive and 
behavioral disorders have gone under-reported and underserved within Nevada’s health care 
system, for multiple reasons. First, the state’s extant primary care medical community has not 
been equipped to process differential diagnoses such as depression, dementia, and delirium. 
Additionally, the mismanagement of symptoms of mental illness among the elderly has 
stemmed from the erratic distribution of medications including not only prescription drugs, 
but over-the-counter and nutritional supplements, which have exacerbated the symptoms 
themselves and contributed to cycles of mis-diagnosis.   33

 In 2011, the American Association of Retired Persons (AARP), in conjunction with 
the Commonwealth Fund and the SCAN Foundation, sponsored a state-by-state study of 
long-term care services and supports for people with disabilities and family caregivers. The 
report ranked Nevada in the bottom quartile (40th out of 51) of all US states and territories in 
terms of overall system performance, which included ratings of quality of life and quality of 
care; choice of setting and health care providers; affordability of access and care; and support 
for family caregivers.  In 2013, Nevada established a task force to develop a state plan to 34

address the problem of Alzheimer’s disease. In its assessment of the state’s demographics, the 
committee pointed out that, between 2000 and 2010, Nevada’s population of those afflicted 
with Alzheimer’s had risen by 38 percent, to approximately 29,000 people; by 2050, the 
population with AD in Nevada and in the US at large was projected to double.  In its plan 35

for moving forward, the committee emphasized some the following challenges to the 
universal provision of access to diagnostic, caregiving, and support services: First, the state’s 
variegated geography and population distribution, sprawled across urban and remote rural 
spaces, acted as barriers to providing access to care;  next, the state’s increasing ethnic 36

diversity, in light of the influx of Asians, African Americans, and especially Latinos had laid 
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bare some of the structural, cultural, and social barriers to quality medical care and 
caregiving support for the elderly within communities of ethnic minorities;  further, the 37

committee pointed out Nevada’s shortage of skilled nursing facilities equipped to provide 
care for those with Alzheimer’s, related disorders, and behavioral problems, which resulted in 
out-of-state placement of patients who couldn’t be accommodated.   38

Conclusion 

 This chapter has explored the assembly of Alzheimer’s disease as an object of popular 
cultural consumption in the US, at the beginning of the 21st century. It has focused on the 
novel, Still Alice, and on the annual Power of Love Gala fundraiser for Alzheimer’s research 
at the Cleveland Clinic Lou Ruvo Center for Brain Health in Las Vegas, Nevada. This 
chapter has not only asked how biomedical reason, on the one hand, and affect, on the other, 
inflect one another in the articulation of knowledge about AD, but it has concerned itself with 
the historical conditions and the material stakes involved in their interplay on the ground. In 
the first part, through a close reading of select passages from Still Alice, I have argued that 
biomedical reason and love, in particular, impinge upon one another, but also that they 
emerge as conditions of one another’s possibility in the pursuit and sharing of knowledge 
about Alice’s Alzheimer’s. In the second part, I have thrown into relief some of the historical 
contingencies of love as an emotion vis- a- vis Alzheimer’s, through a comparative reading of 
AD activist objectives and strategies in the US taking shape in the 1970s, and the operations 
of the Brain Center’s Power of Love Gala in the early 2000s. In doing so, I have set up an 
analysis, which I flesh out in the third part, of the political economy of love and Alzheimer’s 
that plays out within the post-industrial urban spaces of Las Vegas. I have suggested that, 
through the Alzheimer’s phenomenon, both love and biomedical reason have shaped relations 
of knowledge, capital, consumption, aging, and vulnerability, within an emergent global 
metropolis, at the beginning of the 2000s.  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Concluding Remarks 

 This dissertation has explored how we manage uncertainty with regard to health, 
wellness, aging, and disease, in 21st century American culture. More specifically, my study 
has traced how narratives about Alzheimer’s, told by various kinds of people, operate within 
the material and imagined settings of ‘regimes of anticipation’, and how these narratives 
demonstrate forward-looking feeling, thinking, acting, and organizing vis- a- vis (the 
possibility of) the disease. These stories have been told, for example, by scientists trying to 
map the onset of Alzheimer’s in its earliest stages; by others researching the apolipoprotein E 
(APOE) e4 gene as a marker of increased risk for AD; by pharmaceutical drug marketers 
designing advertisements for anti-Alzheimer’s disease drugs; by an author of popular fiction 
about Alzheimer’s that was adapted into an Academy Award-winning movie; and by 
advocates for increased funding for AD research and public consciousness-raising about the 
disease. This anticipatory orientation toward Alzheimer’s, I suggest, is a collectively 
articulated project.  
 In a broad sense, I have explored how our understandings of, as well as practices in 
relation to Alzheimer’s disease in the United States have developed, roughly since the early 
1980s, when AD first became an object of scientific and popular investment and intrigue. In 
particular, I have taken as a point of departure the notion of a ‘health politics of anguish’, a 
critical concept deployed by scholars in the social sciences and humanities, in their respective 
readings of Alzheimer’s as a sociocultural phenomenon. Through this concept, scholars have 
critiqued the construction of AD as a site of mourning and loss. These arguments have 
underscored the mobilization of such affect by scientific researchers seeking to build careers, 
by pharmaceutical companies and the (anti)aging industry at large seeking financial profit, 
and by grassroots coalitions of private citizens channeling their own grief over Alzheimer’s 
to convince researchers and policymakers of the imperative of developing a drug-based cure.    
 However, I have assumed a different approach, by revisiting the assumption that 
anguish has been the most significant and strategically productive affect shored up in relation 
to Alzheimer’s to begin with. Instead, I have chosen to closely engage with other kinds of 
feelings and expressions about AD that seem to be overflowing within scientific narratives 
and mainstream media in the early 2000s. I have taken a special interest, for instance, in the 
genuine excitement that scientists seem to share about the pace and promise of AD research; 
in the images of empowerment and self-possession among AD patients and their caregivers 
that drug marketing campaigns have proliferated; in the resonance and believability of love 
as a powerful antidote to AD-symptoms within popular fiction; and in the uproarious 
atmosphere of high-rolling fundraisers for AD research in ‘destination’-type locations. These 
observations led me to propose a reading of Alzheimer’s through a constellation of lenses 
provided by scholarship in the history, anthropology, and cultural studies of science. These 
interpretive tools have allowed me to grapple with, and to make at least partial sense of 
particular structural and cultural shifts that have unfolded since the end of the 20th century. 
Such shifts include the (contested) corporatization of scientific knowledge production, the 
responsibilization of the individual subject as a potential disease sufferer, and the forward-
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looking kinds of affect that these developments have engendered. By engaging AD through 
the interpretive frameworks, for example, of “vital politics”, of “biocapital”, and of 
“biological citizenship”, I have aimed to throw into relief the historical specificity of our 
thoughts, feelings, actions, and imagination vis- a- vis Alzheimer’s, in finer-grained terms 
than an emphasis upon the politics of anguish has allowed thus far. 
 Chapter One asked how anticipatory affects, value systems, and practices have 
materialized within AD research communities, shaping the outcomes and implications of 
scientific inquiry. To address these questions, I examined some of the narratives scientists 
have told about their research objectives, and about the communities to which they have 
sensed they belong. I focused on stories told by two groups of scientists, the first of whom 
established AD as a viable object of research and federal funding at the NIH during the late 
1970s and early 1980s, and the second of whom have carried out the Alzheimer’s Disease 
Neuroimaging Initiative (ADNI), a public-private partnership launched by the NIH in 2004, 
in order to improve protocols and technologies for early diagnosis and prevention of AD. I 
have shown how these narratives reflect major shifts in terms of how Alzheimer’s researchers 
have imagined the communities with which they are affiliated: First, a shift appears in the 
ethics and expectations of labor that members of the two groups understand themselves to 
perform: Whereas scientists at the NIH during the late ‘70s and early ‘80s describe 
themselves as a community of federal workers, committed to the NIH’s national public health 
agenda, the ADNI’s narratives profile a community of scientist-entrepreneurs working under 
the speculative conditions of capital-intensive enterprise. Next, whereas the community of 
researchers in the 1980s has mobilized around Alzheimer’s as a unitary object, the ADNI 
community has mobilized around a shared database of biomarkers for AD risk, which has 
effectively disaggregated AD as a singular phenomenon. Finally, whereas the AD researchers 
of the late 20th century have shared the promise of developing a drug therapy for symptoms 
of Alzheimer’s, the ADNI’s researchers have bonded over the promise of future public-
private partnerships with one another. I have argued that these narrative differences reflect 
techno-scientific, structural, and cultural developments that have reconstituted AD research 
in the United States since the 1980s. These developments include, for example, 
advancements in molecular biotechnology, the corporatization of the NIH, and the increasing 
value ascribed to market-savvy product development, within an emergent, post- Cold War 
economic world order.   
 Chapter Two asked how forward-looking understandings and practices of Alzheimer’s 
have played out within scientific narratives about the development of new tools, 
technologies, and guidelines for AD research at the turn of the 21st century. Specifically, I  
examined two textual bodies: The first consisted of representations of biomarkers for AD risk 
appearing within the ADNI’s research publications, and the second consisted of inclusionary 
and exclusionary criteria for participating in the ADNI’s clinical trials, which are featured in 
an orientation video on the ADNI’s home website. In my analysis, I have argued that the 
figure of the biomarker reflects multiple structural and ideological shifts in our treatment of 
the disease: First, biomarkers signal a shift in emphasis from curing AD to predicting and 
preventing it. Next, their usage indicates a shift in the ethics and practices of personhood, as 
medicine has moved out of the sick/healthy binary. Instead of being ‘patients’ who are sick 
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and are seeking a cure, people have become ‘patients-in-waiting’, always at some degree of 
risk for Alzheimer’s, who must proactively manage and grow their own ‘surplus health’ as a 
commodity. Furthermore, I have observed that the ADNI’s criteria for participation in its 
clinical trials idealize a population of subjects that includes a broadening range of ages and 
degrees of healthiness, and I argue that this openness reflects a shift in the imperatives of 
‘bioavailability’ shaping AD research in the early 21st century: What is important is not so 
much that a subject fits the rarefied criteria for an AD drug trial (by showing specific 
symptoms of dementia), but that the subject is able to furnish a range of biological materials 
necessary for large-scale, genome-wide statistical analysis of risk and potential for 
Alzheimer’s. On a broader scale, these guidelines, which call for the enrollment of larger 
numbers of younger, healthier people, reflect the growth of the global clinical trials industry 
for AD, and the proliferation of trials for AD risk, as opposed to curative drugs. This 
development, I have suggested, has generated new ethical questions regarding agency, 
vulnerability, and multi-faceted risk assumed by people on whose bodies the clinical trials 
industry for Alzheimer’s has come to depend in the early 2000s.    
 Chapter Three asked how speculative rationalities of scientific knowledge production 
have taken shape through narratives about the APOE (e4) gene as a marker of increased 
susceptibility to AD. I have focused on two threads of narratives: The first was told by the 
neurologist Allen Roses, who has been widely credited for ‘discovering’ the gene’s 
significance as a risk factor for Alzheimer’s in 1993; the second was told by scientists 
questioning the significance of ethnicity in relation to APOE (e4) risk for AD. I began with a 
speech Roses delivered before US Congress in 1995, in which he shared progress in his 
research on the APOE gene, to make a case for increasing funding for the NIH. By learning 
more about the APOE gene, he reasoned, scientists could help curb the population of Baby 
Boomers suffering from Alzheimer’s disease in America, as well as the economic burden 
Boomers stood to impose. I have argued that Roses’ narrative about the APOE gene, and 
Congress’ sympathetic response to his speech, reflect broader, interrelated challenges to the 
perceived finitude of aging that had already begun to take place. These interventions 
unfolded at once on the level of the molecule, and on the level of the social body during the 
‘80s and ‘90s: At the same time at which scientists began to invest in the potential for life at 
the molecular level of the APOE protein to regenerate endlessly, and to be harnessed in the 
form of market-friendly biotechnologies, Congress implemented social policies designed to 
compel the elderly to embrace an ethics of economic productivity and increased self-
sufficiency, as articulated through the conservative aims of the Contract with America. The 
second part of the chapter turned to examine questions about whether ethnic identity 
compounds or mitigates the degree of risk for AD posed by the APOE (e4) gene, which have 
circulated within scientific research publications in the early 2000s. Focusing specifically on 
narratives questioning the significance of African American ethnicity with regard to genetic 
susceptibility to Alzheimer’s, I have shown how the APOE (e4) gene has become a site of 
friction, historical reckoning, cautionary optimism, and civic engagement among human 
subjects implicated within these inquiries. Here, my aim has been to set up a point of contrast 
between Roses’ breathless enthusiasm over APOE (e4)’s potential use-value, and the gene’s 
measured reception among scientists and potential research subjects engaging questions of 
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race and ethnicity, in order to throw into relief the situated conditions of anticipation at the 
turn of the 21st century.     
 Chapter Four asked how forward-looking ideas about science and citizenship have 
materialized through advertisements for drugs aimed at symptoms of senile dementia and 
Alzheimer’s. This chapter pursued a comparative reading of two series of ads. The first 
consisted of ads that circulated within academic journals read by scientific researchers and 
clinical practitioners, during the 1950s and ‘60s. The second series consisted of ads that 
circulated not only within research journals, but within popular magazines, and on television 
during the 1990s and early 2000s. I have argued that the two series, juxtaposed with one 
another, illustrate multiple changes that have occurred since the mid-20th century in 
American culture, in how ‘experts’ and laypeople alike have understood and acted upon the 
specters of aging, dementia, and Alzheimer’s disease. First, the ads reflect a shift from 
loosely-defined notions of dementia in the mid-20th century, to a concrete focus on 
Alzheimer’s disease by the 1990s; next, they show the inclusion, by the 1990s, of 
(prospective) patients and caregivers in the target audience, as opposed to researchers and 
clinicians only; third, they show a shift in popular anxieties over the roles of women in 
society, from being sufferers of dementia, in the mid-20th century, to being saddled as 
caregivers for aging parents with Alzheimer’s disease at the turn of the 21st century. I have 
suggested that these differences in representation reflect ongoing political, technological, 
social, and economic developments that have taken place over the course of the past 60 
years. These developments include, for example, the shift from Cold War- to post Cold War- 
era politics; the growing dominance of neuroscientific models of brain and behavior; the 
mobilization of laypeople as biological citizens who are responsible for managing their own 
health; the intensive corporatization of science, technology, and medicine; an increase in 
women’s participation in the labor force; and the formation of global chains of labor and care 
among women.   
 Chapter Five asked how anticipatory thoughts, feelings, and actions take shape within 
the realms of popular fiction and Alzheimer’s disease activism in the early 2000s. This 
chapter has two parts. The first part focused on the novel, Still Alice, which was written by 
the neurologist Lisa Genova, and which tells the story of a highly accomplished, middle-aged 
woman academician who suffers from early- onset AD. The second part focused on the 
fundraising activities of the Cleveland Clinic Lou Ruvo Center for Brain Health in Las 
Vegas, Nevada. I have argued that Still Alice demonstrates the interplay between clinical 
precision, on the one hand, and various forms of affect, on the other, as modes of making 
sense of Alzheimer’s. I have suggested that the novel privileges love, in particular, as a 
forward-looking form of knowledge and knowing in relation to the disease. The second part 
of the chapter made the case that love has been mobilized, on the ground, within a broader 
political economy of affect with regard to Alzheimer’s research. Using the Ruvo Center’s 
annual “Power of Love Gala” as a case study, I have shown how corporatization has shifted 
the feelings, material conditions, and practices of Alzheimer’s activism away from those of 
‘health politics of anguish’ of the 1980s. I have traced how the Power of Love Gala, and the 
Ruvo Center’s research operations play into the city of Las Vegas’ transition from industrial 
to post-industrial modes of economic productivity, cultural consumption, and urban living. I 
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have shown how such conditions have rendered (some) aging people’s lives all the more 
precarious, at the same time at which the Ruvo Center has helped re-brand Las Vegas as a 
hotbed of cutting-edge biomedical knowledge production at the beginning of the 21st 
century. 
 On a closing note, by thinking through Alzheimer’s in terms of a health politics of 
anticipation, my analysis has thrown into relief the limitations of a Foucauldian model of 
biopolitics based on the premise that societal power structures work to make some people 
live, while allowing others to die. I have shown, moreover, that in the case of AD at the turn 
of the 21st century, that the acts, as well as the imagined and embodied experiences of living 
and dying have grown embedded within one another, at the intersections of financial capital, 
biotechnological advancements, and shifting parameters of personhood and agency. New 
techno-cultural artifacts, such as biomarker profiles and APOE gene testing kits, have 
allowed people at increasingly younger ages to not only optimize their health, but to actively 
manage how they want to die, or at least to live out their dying years. It is not enough to 
merely say that dying has become augmented as a stage of life; rather, dying has become a 
condition of living, that demands to be engaged, actuarialized, predicted, optimized, 
consumed, and even ‘experienced’. These emergent practices and sensibilities of living and 
dying in relation to (the possibility of ) Alzheimer’s disease, as well as their situated politics, 
call for further investigation. 
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