#R= C-19
HEREMHBIEHERRBESE

Tk 2 34 6 H 1 HH/E

HEEES . 63905

HEiER - IREFHR 4 — FXiE

RFZCHARS - 2009~2010

EEES: 21890304

HERER (F10) Neuroligin BEFHREBBEETILYVRAD L F T RBEED R

HFITEERE4R (3EX) Analysis of the synapse function in Neuroligin knock-inmice generated
as models of autism.

MERKRE
Hi% ZZ (TABUCHI KATSUHIKO )
AR - KR EHAENER - 5%
MREES : 20546767

WFFER R OE (Fn30) - APEDIRKZ AT 5 BT, AMEDET L& LTIER L7
Neuroligin-3 D451 HEH DT VX = WU AT A VB SNTZER~ T 2D+ 7 AHREE
R L=y 2O~ ADWERDO LT 7 ATiE, MDA ZRKEFFEND 7V H 2 VSRR E I
L7y 7 ARENHEIR L TR Y . Z UL NMDA Z /RO v 7 2RI TORBEMT 5 Z LI
AL TWDZ ENHA L, £/2, 2O T ATEY T T AOBELNRT LR LT,
T A% e SO BBEORKRMGINCIHEEIERET 5 EC HERMATHL EEX NS,

WFZERE R OMEEE (330) : To study the pathogenesis of autism, we analyzed the synaptic
function in mouse models harboring Neuroligin—3 R451C mutation. We found that the
synaptic transmission mediated by NMDA glutamate receptors was enhanced in the
hippocampus of these mice and this was due to the increased number of the receptor on
the synaptic membrane. In addition, we found morphological abnormalities in the mutant
synapses. These findings may provide insight into understanding the pathopysiology and

developing treatments of autism.
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