I

BxXc—19

N H |

FIZHREHEEX (RENREHE) HRARBEE
Rk 2 546 A 1 HBUE

HEES . 32643

MEiER - EBHZE ()

BT HARS : 2010~2012

EEES 225003509

HRFEER (F130) In vitro RS A REBRICBITE VT TARELEZDRFA DX LA
HTEEL (EX) Synapse elimination and its molecular mechanisms of in vitro slice
culture

WEARE
KE ZE (OHNO TAKAE)
WRKRFE - EFHE - B
B EHES : 60508109

WFFER R OBEEL (Fn30) -

ez 1T AT A ARG K D in vitroBUE BT BER ST R 2 I CL R AN R 6 5 BB F R >
T T ADIEMINE DT T AREBFRIZOWTHIZEL T&E 72, £OH T, AEFEINMDAKLF
PET, B Wl critical periodZ A9 5 Z & &/~ L, HIZNMDAZAEAKY 7 = FGluN2B (2B)D
KBRS & Z OB E (pre) TIE7e < FBE (post) TH D Z & ZH BN LT, AW
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We previously showed in in vitro slice co-cultures of mice cerebral cortex and spinal cord that
corticospinal (CS) synapses, once formed throughout the spinal cord, were eliminated from the ventral
side during development in an NMDAR-dependent manner. This synapse elimination was regulated
selectively by GIuN2B (2B) and had critical period. In this study we first investigated whether this
differential effect of 2B and 2A is due to difference in the amount of Ca2+ entry between these two
types of subunits or to signaling molecules downstream to Ca2+ entry thereafter showed the
involvement of CaMKII on the CS synapse elimination by using genetically modified mice. We further
tried to identify the mechanism that closes the critical period and found that 2B decline is essential
for closing the period.
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