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(ceytochrome-c, Cyt-c) e 1R K 4 2 MR & 11 i ( cysteinyl as-
partate specific protease, Caspase ) Z Ji&k ' Caspase-3 ., Caspase-9
ST T ALEI AT, il it BB Cyt-c, Caspase-3 | Caspase-9
TETZ Bl 2 T8 I8 12 b 1 238 5 16 Ak, 33 H e T A 28 45 40
&S PRI, Ay T A 2 B 051 S SR IR

HHMIPA TR A MR PR AE T, HH N AR 2 52 A 5 5
32 FF L Z R W 25 & % R . Cyt-c Caspase F 5
rt Caspase-3 ,Caspase-9 5L LR T- % PJAH, Caspase-3 i
HTE M b LA TGS M B IO AR, 2 T R A
Caspase-3 76 5 A HA —E WG, 75 ATP BEAH T, Cyt-c
FEAFI TG AL 7 (Apal) -1 75 AR AL, 16 AL 5 19 Apaf-1 28
i — R I A A W]l Caspase-9 52 LI 4K, Cyt-c, Apaf-1,
Caspase-9 AL A “ P T-4& " (apotosome ) , 1% fL ) Caspase-9
PETT 5 SRV fil & Caspase eI v . Wi fLFY) Caspase [A]

DOI. 10. 13429/]. cnki. cjer. 2021. 09. 027
BELWH: BRARPEES (81273917)
BEEE: X%, E-mail: qdliulian@ 126. com

LR Cyt-C BT, LR ATE Fh 22 T T2 R ST R
KHEIER

1 Cyt-c 54MAT
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