KXc—19

FEZMREDRERX FREARERNE) ARAREESE
Rk 24 5 5 A 8 HBUE

HEES : 14401

MRER  E8BHFR (C)

B EARE - 2009~2011

AEES 1 21590929

HRBESR (FIX)  ETHR b—2 D H DT H #1548 D fZEA

EiEEL (EX) The mechanism of non—apoptotic cardiomyocyte cell death

MERRE

FEHE  FIZ (NISHIDA KAZUHIKO)
KIRKZE - K7 F - &0
HEEES : 90362681

WFFERR OMEEE (Fn30) -

F 7 u— AMRIASEIE S 7 1 7 ¢ U 2D (CypDRFES b= B TG EIER MPT)
ZHALTNWD, AR TIE, TRI— AR 70— R DY T F 70 R b—27 BNFEET
5 EDIGRIZIEEDSE | 210 OLFIIEZ b N DAE~OMAAN T RIS EEE L. 7R b
— 2 AVEIRAEIC R 2p % E| & 7= 9 apoptosis signal-regulating kinase 1(ASK1) & CypD
(ZHER U O L7z, M S5y & & 78, CypD K AFME MPT R EHA% (2 ASKL 23R 5 L,
WEHO7 v A b= PRS- T 5 Rt R S,

MR O R (330) -
Necrotic cell death is mediated through the mitochondrial permeability transition (MPT)

dependent on cyclophillin D (CypD). The aim in this study is to clarify the intracellular
signalling mechanism of the cardiomyocyte cell death and progression of heart failure
on the hypothesis that the signal crosstalk between apoptotic and necrotic pathways exists.
We took note of CypD and apoptosis signal-regulating kinase 1 (ASK1). ASKI1 can bind to
CypD. ASK1 is related to the CypD mediated through the MPT. The crosstalk between ASK1

and CypD may be involved in progression of heart failure.
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