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MR OMEE. (Fn30) : Arcadlin (3AFRIEENKFAIICIHN TIEO N D EREHE TH U |
TAO2-MEK3-p38 MAPK Z{&EM: L L. N-cadherin ZMIANBITSE R Z LIZ k- CREMN YT
A& T, ZOEBER, HIEEE, 7 v 77U h~T X JFRE L OB OV THRENT L 72,
Z DR, 1) arcadlin-N-cadherin #&KIEL GluR2 LFEA L. TONELEIEEST S Z L
2) arcadlin ®WNTE{LDS endophilin-3 2 arc #4195 Z &, 3)arcadlin OISHHEIZ COX-2
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B ERENRERELL - T aaEM e & R L,

WFFERE SR OMEE (F3C) : Arcadlin is anactivity-regulated membrane protein that reduces
excitatory synpatic number by activating the TAO2-MEK3-p38 MAPK signaling and inducing
N-cadherin endocytosis. We have analyzed the physiological and pathological roles,
regulatory mechanism, and knockout mice of arcadlin. As a result, we found 1) the
arcadlin-N-cadherin complex associates with GluR2 and accelerates its endocytosis, 2)
the internalization of arcadlin is mediated by endophilin-3 and arc, 3) arcadlin
expression is regulated by COX-2, 4) arcadlin knockout mice show abnormal behavior, and
5) TAO2 mutation may cause developmental disorder.
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