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Fig. 1 The intrinsic and extrinsic apoptotic pathways™

1 RRMEFSNEEERETI®RE O



. 934 - EMLFESENYRHRE

Prog. Biochem. Biophys. 2006; 33 (10)

CTLH RN 7 fLE ARG B, FLIP FIAAAEA
Wi p R B A I s £ B FL 3R 5 i 4l R 7
AT 254 (0. PIAE 3. RFTIHATT . KEDE)
Iy B 555 5 B 40 L0 T2 AN 52 FLIP 5% Fas 62K 1)
SO, WO L A B A DL — PP SO T Fas R
FLIP AU 5 N5 S 4l B st . i A itk K&
L, M998 FLIP(L)WRIE, nf DMERE NF-xB {55 1%
FE)E AL, caspase-8 HEARF Fr A FLIP(L) I T B N
Bty FLIP(p43) % C 3fit FLIP(p12), {H 4 FLIP(p43)
&% FLIP(L)—#E A7 2 b 175 5 NF-«B 1351k, 1
FLIP(p43)- caspase-8-TRAF2 — AR L i & 5 5
NF-«B % 16 1) 56 Y 45 A1 8. WF 5T 45 SR UE W], FLIP
(p43)ﬁé¢%‘%‘ﬂﬁ 5 TRAF2 M HAEH i;w NF-kB 15
WARTEA, S SRR SN A1 2R AT
1%51 0 oA AR T DA K iR AR A R A R
& 3 . c-FLIP A 7] Jf & Bt & FADD F1 pro-
caspase-8 I HIFE T2 52 RN F Al L T2, IEfReIE

B/ TR

I C v 45 R 3R Daxx (—ANIEFEPEN Fas {55
G Fas 25 GI0AH BLAER], BRI IE# 1Y) Daxx %u
Fas WA BCAEFH, AT 4904 INK 1635 46, BH W
Daxx 5 Fas A F. /5 H 28 (i INK [R5 A6 110 375 3 1 4
LV T 0L S5 PR SR R W], FLIP R @ ik 40 i
Bax [R5 A ORI A Bz 40 M 38 S ph R 4 P VT 5 -5 1)
g T (B 2). BFSCUESE,  BRAR T REE T DA
DTS2 AR R Z RAR ORI 1) 40 e 0 Tk A2, AdE Bid
F1 Bax 119 £ ki A4 &) 7 F 40 M ¢4 3% ¢ RE i, FLIP
T L PH 11 caspase-8/Bid. Bax/ £k AR T g 42 41 1
T AT HeAh, AR FREE AR FLIP I8 fig
I S C RIARGAL, g N DISC 76
FERIER N R, BHIE DISC b 2R SE 4R 21 5 i
LIS, AR T U DISC (B, it —
T B4 1) PKC ML H] T Bax 354G, MM
PRI A B2 240 L S o o 4 PV 5 R IR O e,

A
/ /
Golgi

2
} DISC

el Bax @

v
e
v

MM ¢
v

Caspase 3
v

st

Fig. 2 Pathways of hypoxia/reoxygenation-induced cell death™
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c-FLIP: The Regulator of
Extrinsic Apoptotic Pathway”

MA Hua-Mou'?, XIE Fu-Hua'?, ZHOU Ke-Yuan""
(“Institute of Biochemistry and Molecular Biology,Guangdong Medical College, Zhanjiang 524023, China;
2Gannan Medical College, Ganzhou 341000, China)

Abstract Cellular FADD-like interleukin-1-B converting enzyme inhibitory protein (c-FLIP) 1is a kind of
inhibitory protein of caspase with the death effector domain (DED), naturally existing in many species such as
virus, eukaryote and mammal inclusively. Recently, it has been discovered that c-FLIP participates the regulation
of apoptosis. Overexpression of c-FLIP may inhibits the apoptosis induced by the death receptor of Fas and
TRAIL-R. With the development on the mechanism of action and molecular regulation of ¢c-FLIP, its multi-biology

function has been found, and also it is associated with the nosogenesis and progression of many diseases.
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