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551. SENSORY GATING IN AUTISM

W.P. Hetrick (1), P.D. Kieffaber (1), J.L. Barron
(2), M.H. White (3), C.A. Sandman (4)
(1) Department of Psychology, Indiana University, Bloomington, 
Indiana; (2) Fairview Developmental Center, Costa Mesa, CA; (3) 
Department of Psychology, California State University, Fullerton, 
Fullerton, CA; (4) Department of Psychiatry and Human Behavior, 
University of California, Irvine, Irvine, CA

Background: People with autism have been shown to be hyper-
responsive to repetitive stimuli and habituate more slowly. They also 
exhibit abnormal orienting responses, susceptibility to sensory overload, 
failure to reinstate to stimulus novelty, and hypersensitivity to environ-
mental cues. It has been argued that such disturbances indicate faulty 
central nervous system (CNS) modulation of sensory inputs. We tested 
the hypothesis that autism is associated with CNS abnormalities in 
gating, or filtering-out, of irrelevant sensory afferents.

Methods: Seven, unmedicated autistic men (mean age � 25 yrs) and 
16 age- and sex-matched controls were assessed using the dual-click (S1 
& S2) sensory gating paradigm. Electroencephalographic (EEG) record-
ings were made while 128 click-pairs were presented with a 500 ms 
intrapair and 10 s interpair interval. Following artifact rejection and EOG 
correction, the remaining trials were averaged for each subject. The 
amplitude and latency of the S1 and S2 P50 event-related brain potentials 
(ERP) were measured and the sensory gating ratio (i.e., S2 amplitude/S1 
amplitude) derived.

Results: The mean P50 gating ratio (S2/S1) for the autistic subjects 
(.90) was significantly higher than for the healthy controls (.30) indicat-
ing poor sensory gating in autism. Three of the 7 autistic subjects had 
higher gating ratios than the highest ratio among the healthy controls, and 
5 of the 7 had gating ratios exceeding the mean ratio for the healthy 
controls. S1 and S2 amplitudes and latencies were not significantly 
different between groups.

Conclusions: These preliminary findings indicate that autism is 
associated with impaired sensory gating, or inhibition, mechanisms in the 
CNS. Sensory gating deficits in autism may contribute to behavioral 
symptoms such as poor adaptation to change, hypersensitivity to envi-
ronmental cues, and susceptibility to sensory overload.
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