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ToZ ARG, ik ) — % i) DED 3% 4E caspase 8,
5 # W i A S TR S AR5, gk FADD
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U937 i I cx ceramide 7] LAj 45 TNFa 7
FMMIF T FFER SR, BSOS B s CM Af
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FA AL T2 48 5 JE X (cell death abnormal, ced),
JCrpd B AR U A LA T ced3 .+ ced-4 HTH
A AE T8 ced-9. 1993 4E Yuan %5 "2 4 15 A2
I1- 18 % 4 i ( interleukin lﬁ-mnverting enzyme,
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ICE Ht IR -5 I8 LRSI ERE, 302 40 M I8 1wk 5T
PR R W5 RDCKIT 13 DElihl, 4%
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T, HATMBI LR P s gk, i rEiar s
PR, ERLFARL G VIR EE.
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Biomembrane Signal Transduction and Apoptosis

XIN Hong, YAN Guang-Tao, CHEN Bamr Zao
( Biochemistry Laboratry of the PLA General Hospital, Beijing 100853, China)

Abstract

A variety of extra cellular signals could activate the target molecules and induce the associated

biological effects depended on different signal pathw ays. Apoptosis, or programmed cell death, is a conservation

process essential for normal development and homeostasis of biologist. It's known that a number of factors and

pathways can lead to apoptosis. Specific phosphorlipids and proteins of biomembrane could activate the signal

cascades of apoptosis. The interaction of caspases, bek2 family and mitochondria play an essential role in

regulation of apoptosis.
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