Thursday
4:00 PM

9 January

Jukhyun Bio Auditorium(RM.121)

NMDA receptor dysfunction
and sexual dimorphism

In mouse models
of autism
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1991-1994 Michigan State University, Dept of Autism spectrum disorders (ASDs) represent a group of
neurodevelopmental disorders characterized by impaired

social and communication deficits and restricted and
repetitive behaviors. ASDs are ~four times more common in
males than in females for unknown reasons. Although a large
number of ASD-related genetic variations have been
identified, only a small number of them have been verified
7‘:'-'!3_1 _é{/ for their causality by approaches including mouse genetics.
In addition, neuronal, synaptic, and circuit mechanisms
underlying the development of ASDs remain largely
unknown. Recently, NMDA receptor dysfunction has been
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2000-3 X KAIST dFHAei Rl Bl Wl suggested to underlie ASDs, but it remains unclear how
2003-2012 A|BAMM FO|ILTIES general this hypothesis could be and how early the
1997 -2000 ESAHHST OFshl} KQIZIA} X4 pathophysiology begins during the development of the brain.

In addition, little is known about the mechanisms underlying
the male preponderance in ASDs even at the level of mouse
models of ASD. In this presentation, | will discuss the

1995 -1997 Harvard Medical School, Dept of
Neurobiology and Howard Hughes

Medical Institute B{A} & HH temporal aspects of NMDA receptor dysfunctions and
1988-1991 HHS=IAA K= H41A sexually dimorphicphenotypesin mouse models of ASD.
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