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Abstact: Smac as one kind of mitochondrial proteins,which also names DIABLO,is used for regu-
lating apoptosis. Under stimulus of the apoptotic signals,smac is released from mitochondria to cy-
toplasm in order to restrain the binding activity between capases and IAPs (Inhibitor of Apoptosis
Proteins). This article reviews the structure characteristic, cellular localization and tissue distribu-
tion of smac,and accounts for its mechanism of boosting tumor cell apoptosis by demonstrating the
link between smac and IAPs or other apoptosis regulatory factors,and the roles of smac in devel-
opment and progression of lung cancer,and its relevance in lung cancer prognostic evaluation, di-
agnosis and treatment were reviewed in this article.
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Smac DL BRI Z RAKPAE X AE A, ARE X
£33 smac/ DIABLO-S,Smac/ DIABLO-L ##f, — 3
PRI 22 B 42 7Y Smac/ DIABLO, BAAK Smac & FH B
HpRIER, R REA —E MR A SRS,
H1,H2 Fil H3 1€ , Smac & 4% I fEM) — R X2
FH P A SR 9 B 7K 3 T 4H A 3 4 1T R — A IR A
L

B smac 7E I8 T 5 5 T DA Zeopr 74 R g 2]
YA ) i SR A3 KL smac 1) mRNA 78 A R4
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2.1 Smac RBATHLEH

20 LR T A R R 2 M (1) R T Lok A
B ANTEA PR T AR S IR B LR A 1 el R A5 b
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A % . I AR AR S AR T2 AR 4 515 S A
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AP T R 15 2 41 LR TR smac Y B
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IAPs & —dIPHI - H, LIS A 2] caspases
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[F] e & 1) 60 3 01 VR 3 il s 4 M ik AS49 1% &
smac FE K 4 OB FE YLt 5 23 JlRi i Y 2l FH MTT
T2 00 3 A0 Y AR 3 0, 7R AR R 5 TR (Spg/ml
10pg/ml) VE I Bl 35 0% 40 I 0% 7 08 55 58 W & iy G
BT W A AR S R DL 2E S i A
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JRLASCAS: 0 % B Spwg/ml F1 10wg/ml 4 VE F 24h J5
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B A0 L s PR 2 VR RO 2, 45 R LSS 3 A2 i+
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pase-8 il 2 4 c-FLIP(FLICE 41 il 2 14 i) 7K - 3
i, SEE T NF-kB A5 538 B _E T TAP-2 i B
1B AL TS o AR 2 7 A e AT O T3 o i e
Y XS smac BRI A BURME (1) T c-FLIP /97
N A0 R T 200 (2) 38 3k A R R A NF-xB fH
530 % A BTG 5 (3)— b = e TR UL A 1 AT
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BIR2 Al BIR3 & 4: 2845, smac ML 7 T 4F I AT i Uik
55 , PRI W] 8 smac FE48L 5 55 e & Al A AR R T 8
ALl Wy DA [ Jpf6 A ] o 2 P g A B R T, G T
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