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THE EDITORIAL BOARD SPEAKS

Similar Disorders Viewed With

Different Perspectives

A Challenge for Neurology and Psychiatry

URING THE past 10 years, we have ex-

plored clinical and theoretical relation-

ships of psychiatry and neurology, us-

ing the venue of a didactic teaching

conference. The patients come from the
neurology or psychiatry inpatient or consultation ser-
vices. Their history and examination are presented by the
student or resident, and then the patient is interviewed
and examined by the authors, one, a neurologist, and the
other, a psychiatrist. We will present some of the recur-
ring themes that unite neurology and psychiatry in the
clinical management of patients and how certain issues
separate the disciplines.

NEUROLOGY AND PSYCHIATRY
EMPLOY DIFFERENT ‘LANGUAGES’
TO DESCRIBE SIMILAR PROCESSES:

DENIAL AND ANOSOGNOSIA

Certain patients do not “know” why they are in the hos-
pital. When the patients originate from the neurological
service, they can have a hemiparesis or be demented and
vet have little insight into their problem. The patient with
hemiparesis “neglects” the personal and extrapersonal space
on the side of the affected limb and will suggest that the
affected limb could not be his/her own. The demented pa-
tient, when unable to perform mental arithmetic or re-
member a list of words, may attribute the performance defi-
cits to transparent excuses such as “never” having been able
to perform such tasks. The neurologist refers to the loss of
insight or knowledge about one’s medical condition as an
anosognosia. There is an assumption that regions of the brain
regulating self-knowledge have been damaged. It is rel-
evant that patients with anosognosia are more likely to ap-
pear depressed than are patients whose insight into their
disordered neurological state is preserved.

The patient from the psychiatric service will have
been admitted because of inappropriate and potentially
dangerous behavior. The patient, when questioned about
the events, may consider the behavior as appropriate to
the situation or deny that the behavior occurred. The psy-
chiatrist refers to the patient’s lack of insight as a denial.

The common theme
in these neurological and
psychiatric patients is
their relatively poor
knowledge about their
conditions. The neuro-
logical patient usually has
a structural lesion of the
brain. The psychiatric pa-
tient usually has a “nor-
mal neurological exami-
nation” and normal
imaging studies of the
brain. When these ex-
pected associations are not present (eg, normal study re-
sults in the neurological patient or abnormal study re-
sults in the psychiatric patient), assistance is sought from
the physicians on the “other” service, often leading to
transfer to the “appropriate” service, or worse territorial
disputes between the physicians on the two services.

We have come to consider patients with anosogno-
sia or with denial as having a common disorder of brain
structures and functions controlling insight and knowl-
edge. While lesions of the frontal and right hemisphere are
frequently accompanied by a lack of awareness of deficits,
there are sufficient reports of anosognosia accompanying
lesions in widely separate areas of the brain to implicate
many brain regions in self-awareness. The failure of psy-
chiatric patients to recognize their own behaviors could also
be due to altered function in some of these same systems.

The mechanisms of anosognosia are as yet un-
clear.! Proposals that anosognosia accompanying uni-
lateral neglect is due to attentional or sensory deficits can-
not account for the failure of such patients to describe
mental images of prior experiences that have occurred
contralateral to the hemispheric lesion.” This finding sug-
gests that anosognosia is due to disordered cognitive pro-
cessing. Psychiatrists have traditionally considered de-
nial as a cognitive process providing resolution of
psychological distress. Psychiatrists seem comfortable with
the lack of identifiable brain changes with the occur-
rence of denial, whereas neurologists have tried to asso-
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ciate anosognosia with particular brain lesions. This dif-
ference may reflect how neurologists and psychiatrists
view mechanisms of behavior rather than the difference
between the processes of anosognosia and of denial.

Clinical observation attests to the capacity of the sys-
tems underlying self-knowledge to be dynamic. Clinical
recovery for both the neurological and psychiatric pa-
tients accelerates as they become “aware” of their defi-
cits. For the neurological patient with an acute lesion,
insight gradually reappears. Insight may not improve in
patients with degenerative disorders. For the psychiat-
ric patients, medications such as phenothiazine may be
of help in allowing the reestablishment of insight, so that
cognitive therapy directed to the problem can begin.

‘We postulate that disorders of the neurological sys-
tems underlying self-knowledge contribute to psychiat-
ric and neurological illness, but that the designation of
the accompanying symptoms of the disorder, ie, anosog-
nosia or denial, is different for the two disciplines. The
Greek word gnosis may be translated as either “knowl-
edge” (the neurologists’ choice) or as “insight” (the psy-
chiatrists' choice), reflecting the similar origin of the two
descriptors.

NEUROLOGY AND PSYCHIATRY MAY
ENCOUNTER DIFFERENT ASPECTS OF
DISORDERS OF THE SAME SYSTEMS

Temporal Lobe Epilepsy and Schizophrgnia

Complex visual hallucinations are commeon in temporal
lobe seizures and have also been reported at high inci-
dence in patients with schizophrenia.? The hallucina-
tions in temporal lobe epilepsy are ictal phenomena, of-
ten amenable to treatment with anticonvulsant drugs or
surgery. The visual hallucinations in schizophrenia are con-
sidered a manifestation of the underlying disease, some-
times reflecting underlying psychodynamic conflicts, and
are often amenable to treatment with neuroleptic drugs.

We have been struck by similarities of descriptions
of the visual hallucinations experienced by patients with
temporal lobe epilepsy and those with schizophrenia. The
visual hallucinations in both disorders are recurrent, brief
in duration, involve people or objects of unusual shape
or form, and are accompanied by emotional experiences.

Some of the descriptions of the visual hallucina-
tions of which we have heard are as follows.

A patient with the diagnosis of schizophrenia de-
scribed repeated visions of childlike figures floating in
the air at unusual angles. The figures wore white gowns
and were silent. The patient was fearful when these vi-
sions appeared. Another patient with the diagnosis of
schizophrenia described a pair of black patent leather
shoes floating in the air. The shoes were disembodied.
The patient found the visions disturbing. A third pa-
tient with schizophrenia described a cloaked figure of gi-

gantic proportions that would appear suddenly. The fig-
ure was threatening.

A patient with temporal lobe epilepsy described a
recurrent scene involving a short middle-aged man stand-
ing behind a counter with brightly colored objects to sell.
The man was silent. The patient felt severe discomfort
as the scene appeared. A second patient with temporal
lobe epilepsy described a translucent floating rainbow-
colored sphere before losing consciousness. There was
pleasant sensation accompanying the visions.

The similarities of the hallucinogenic experiences in
these patients with such diverse diagnoses as schizophre-
nia and temporal lobe epilepsy invite the proposition that
similar brain regions are involved in these disorders. In
one group of patients, there are associated cognitive and
psychological factors that lead to the diagnosis of “schizo-
phrenia.” In the other patients, there are abnormalities on
magnetic resonance imaging or electroencephalograms and
clinical seizures leading to the diagnosis of a temporal lobe
lesion. Recent studies* reveal statistical evidence of vol-
ume changes in parahippocampal and other brain areas
in schizophrenia, suggesting that the temporal lobe is ab-
normal in schizophrenia.

Patients with temporal lobe lesions frequently have
interictal personality disorders. The personality disorder
may be secondary to subclinical seizure activity and be re-
sponsive to treatment with carbamazepine. Carbamaze-
pine is also now commonly used in the treatment of per-
sonality disorders accompanying some psychiatric illnesses.
Dostoevsky, a favored Russian novelist among neurolo-
gists and psychiatrists,*!! had temporal lobe epilepsy. In
his novels, he recognized the relationship of temporal lobe
disorders to altered behavior and emotions. His protago-
nists had temporal lobe seizures and singular, and even
unlawful, behaviors. In Crime and Punishment, Raskolni-
kov embarks on an ill-conceived murder of an elderly
woman. Psychiatrists and neurologists by nature of their
separate training and theoretical assumptions emphasize
different clinical aspects of this same novel. Traditional
psychiatric interpretation of Crime and Punishment focuses
on the role of Raskolnikov's guilt as the driving force that
eventually leads to his arrest, whereas the neurologists’ em-
phasis is on the role of the temporal lobe abnormality in
contributing to Raskolnikov's altered behaviors.

Prosopagnosia and Capgras’ Syndrome

Bilateral lesions of the occipital lobe with an accompa-
nying altitudinal field cut can be associated with a per-
sistent loss of facial recognition of familiar faces while
preserving the ability to learn and recognize unfamiliar
faces.!? These patients can identify the familiar person
by voice and may attribute their inability to recognize the
face to some cosmetic change.

Psychiatric patients may identify a family member as
an imposter. This visual misinterpretation is seen in schizo-
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phrenia and dementing illnesses. The clinical syndrome
is referred to as Capgras’ syndrome. Patients will say that
the person’s face, while closely resembling that of a fam-
ily member, has some ill-defined difference that makes the
patient sure that the individual is an imposter.

Patients with prosopagnosia and with Capgras’ syn-
drome represent clinical manifestations of disordered fa-
cial processing. The neurological patient cannot match
the visual image of the face with prior experience. The
psychiatric patient, in contrast, recognizes the face but
cannot connect it to the individual under regard. Both
clinical syndromes are manifestations of the neurologi-
cal systems involved in the automatic yet complex pro-
cess of processing facial attributes. This perceptual sys-
tem also extends to the identification of facial affect that
can be impaired in patients with brain lesions." The abil-
ity to correctly identify affect is essential for responding
appropriately in social settings. Psychiatric patients fre-
quently misinterpret facial expressions or body pos-
tures. The neurological systems involved in facial rec-
ognition and identification may be impaired in a variety
of different ways, leading to characteristic clinical syn-
dromes in neurology and psychiatry.

NEUROLOGY AND PSYCHIATRY ARE
UNCOMFORTABLE WITH THE SAME PATIENT:
CONVERSION DISORDERS
VS ORGANIC DISORDERS

The neurological patient with unusual seizures is often re-
ferred to the psychiatrist to define an “emotional” cause
for the behavior. The converse, a patient on the psychiat-
ric service manifesting seizures, hemiparesis, or blind-
ness is referred to the neurologist to ensure that “an or-
ganic lesion is not present.” The need to ascribe the disorder
to either psychiatric or neurological origin is often the com-
pelling force in the assessment of these patients. This need
for such a distinction may reflect current psychiatric di-
agnostic criteria that insist that the diagnosis of a conver-
sion disorder cannot be applied if the patient has a neu-
rological disorder that could a¢count, in part, for the
symptoms or signs (Diagnostic and Statistical Manual of
Mental Disorders, Revised Third Edition'*). In the course
of our conferences, we have been struck by the frequent
interaction of psychiatric and neurological issues in the
description and analysis of patients’ disorders.

A recurrent example is the patient with “pseudosei-
zures” who manifests seizures in response to emotional
conflicts. Some of the seizures are “true” seizures, as mani-
fested by electroencephalographic changes, and some are
pseudoseizures with normal electroencephalograms and
atypical clinical features. Effective treatment for these pa-
tients includes both psychiatric and neurological inter-
ventions. Either treatment alone is insufficient.

Patients meeting the criteria of conversion disor-
der frequently go on to have neurological lesions on long-

term follow-up.'” We must remember that many of the
behaviors, once considered a conversion disorder, are now
classified as organic (eg, dystonia, movement disorder,
dyslexia). Patients, even when classified as having an “or-
ganic” disorder, still have psychological factors that in-
fluence their illness. In some of these patients, address-
ing the psychological issues is of great therapeutic benefit.
Finally, many of the classical criteria employed to
distinguish conversion from organic disorders are unre-
liable.'® For instance, “la belle indifference,” the charac-
teristic affect of patients with conversion disorder, can
also be seen in seriously medically ill patients. Urinary
and fecal incontinence, a classic occurrence in seizures,
appears in patients with psychiatric disturbances in whom
the incontinence may be an expression of an underlying
psychological conflict or need. We saw one patient be-
ing evaluated for “seizures” who had a delusion that uri-
nation blessed the recipient site. The localization of the
boundary of impaired cutaneous sensation exactly at the
midline was considered a classic sign of conversion dis-
order. Many patients with lesions of central sensory path-
ways have also been known to split the midline inan at-
tempt to convince the examiner of their illness.
~ We have come to appreciate two axioms that have fa-
cilitated our care of the neurological/psychiatric patient. First,
almost all patients have emotional factors that impinge on
the expression of neurological symptoms; second, neuro-
logical deficits contribute to psychological symptoms.

THERE CAN BE COEXISTENCE OF PSYCHIATRIC
AND NEUROLOGICAL DISORDERS

We have cared for a young man with temporal lobe
epilepsy in whom effective treatment of the seizures with
various anticonvulsant drugs was accompanied by the de-
velopment of an unremitting psychosis. Cessation of the
anticonvulsant drug led to a return of the seizures, but a
disappearance of the psychosis. There are other cases of
this same sequence of events referred to as “forced nor-
malization.”"" In our patient, the family found the sei-
zures to be more socially acceptable than the psychiat-
ric disorder. A combination of neuroleptic drugs with
incomplete anticonvulsant control of the seizures has
proved to be an effective approach for this patient.

Obsessive-compulsive disorders occur with high fre-
quency in patients with basal ganglia disorders.'*'* We
have used a combination of therapies directed to the move-
ment disorder and to the cognitive disorder to best care
for such patients.

There are also several examples in which a treat-
ment directed to a neurological or to a psychiatric prob-
lem will create new problems of the “other sort” as un-
wanted side effects of the treatment. We have exploited
these side effects as examples of the proximity between
certain psychiatric and neurological diseases. Some ex-
amples to consider are the use of phenothiazine in psy-
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chotic patients that may render them “parkinsonian” with
bradykinesia, rigidity, or tremor. Treatment with le-
vodopa may convert a patient with Parkinson's disease
to one with hallucinations and paranoia. Electroconvul-
sive shock therapy, a treatment for depression, has un-
expectedly affected a marked improvement of neurologi-
cal symptoms in patients with Parkinson’s disease.

CONCLUSIONS

We have come to appreciate that the fields of psychiatry
and neurology are often separated artificially by language
and by different assumptions and emphasis. The patients
whom we see often benefit by reconsidering their disor-
der in terms of both disciplines allowing the application
of appropriate therapies. We have presented examples of
psychiatric syndromes that may have a neurological basis
as well as the importance of psychiatric issues in many neu-
rological illnesses. We recommend that efforts be made
to bridge the gaps separating psychiatry and neurology,
even 1o the point where the two specialties might become
one. Advances in both specialties will be encouraged if resi-
dents in training and medical students were exposed to
patient-based interactions between neurologists and psy-
chiatrists. We prefer not to dwell on the distinctions be-
tween the disciplines but rather consider the mecha-
nisms and treatment of brain disorders that reflect the
common origins of psychiatry and neurology.

Amold Starr, MD

Larry D. Sporty, MD
Department of Neurology
University of California-Irvine
La Jolla, CA 92717
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