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WFFER RO (Fn30) © GDNF ¥ 7 VAR AICTHEYE S 5 55 it (CIDEN & i)
X, 7R b= R L LR TR S22, IEMRRICEIT 5 Apaf-1 OWNRMED#H
BERIBIZ LY I ANR—BIEHEAGICE SRV AREMENRIB S 7-, F£7-. CIDEN % #il3 5i&
BT BEEE N Z T2~ 7 2B W T E MR ER O MEERS 59, CIDEN [ ZAEBPSM:
TIIIFELRWRIIE L E 2 bz, —f, Ly a2 A7V 7RET )L~ 7 AT CIDEN
Z A9 % & RIE & AT & . CIEDN [IRREARIC R EEMIICEE G LT\ D Z EAVRE T,

F 7 Rk B o B B (% ) : Investigation of molecular mechanism underlying
caspase-independent cell death of enteric neurons triggered by GDNF deprivation (CI
DEN) revealed an intrinsic absence of Apaf-1 function in enteric neurons, which appears to
account for the lack in morphological hallmark of apoptosis in CIDEN. Genetic
manipulation to block CIDEN in vivo did not cause an increased numbers of enteric
neurons, suggesting that CIDEN does not occur in the physiological condition. Blocking
CIDEN, however, rescued the intestinal aganglionosis in a mouse model for Hirschsprung
disease (HSCR, congenital absence of the enteric ganglia), suggesting that CIDEN is
central to the pathogenesis of HSCR.
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