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[ Abstract] The decrease of apoptosis rate of cells is the main mechanism of cancer and the decline of
apoptotic index by drug is an important reason in chemoresistance. The inhibitor of apoptosis protein plays

important role in suppressing apoptosis of cells. XIAP is the most important member of IAP family. This article

&

s

reviews the recent advances in the research of its mechanism and chemoresistance.
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M2, & RMAREHUH S5 M w25t ™4 .
JAT-##1 % 3 (inhibitors of apoptosis IAPs) J& 41 il PN
— MR AP T AL KR, BB 4 fb e =X IRk g
B B RN, B HE XIAP c-1AP1 (c-TAP2 , 1  TTIH 1=
HEE (NIAP) , livin F survivin 25, 366 BF5E
Bn, X 4u o K % 810 98 T30 %l 8 B ( X-linked
inhibitor of apoptosis XIAP) X} Fas FlI caspase 15 &
PR SR 4 I T AR A B S A R AR, R AR
Ay 2y R EEWER .

1 XIAP W4rF4&14

XIAP F:REALT Xq25 , X4 F g 4y S7kU,
cDNA 2K 2 540 bp, A PIMRAEE M G5 IR: ©
BIR Z5#9 3, BAFIR% 3 TAP B & %) X ( bauloviral
inhibitor of apoptosis repeat, BIR) ‘& & IAP KR EH
AFIEPESS ), AT N o, I caspase (& PEOA
] /LB s @QRING ££48 45 #4948, ( RING Zn Finger ) 8, )&
IAP FIGHIRT-EE LW, 0 F C o, H E3 2%
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Liston F 1996 432 F Southern 2242 i1 PCR #%
ARTE NG i 25 28 v e e o 2L 3 0 19 XTAP, B
FFRW,XIAP JUFAETA MR MR AR EHRE
Fiko XIAP mRNA 2K 29 kb, HK 5'4E #iF X
UTR (untranslated regions) b Fi%) PN A% B8 44 ik AT A5
(internal ribosome entry sequence, IRES) , f£7E T4t
L6 AL (c-myc ,c-jun) FI—26 375 8 H (Apaf-1)
b AREEEEEEARF AT GRSy HTER
5145 BHIESA, XIAP Rk £ 5 5T
RAMR R, T4 M N K 280 E A & Bk
M. Ramp 257N XIAP () 72 2 15 22 oo vk
TR B — NS HE Am . X XIAP kiR & H
A XAF1(XIAP Associated Factorl ) 1 Smac/DIABLO
(direct TAP protein with low pi) ZF £k ki k45 & &
B0 XAFL 00 F RO, 2 — T ey 0 B 81,
BERIRT| & XIAP M Ji B B i BT 4040 , I HU 55
XTAP % T-REE ST , Pt XIAP #if| caspase {7
P, 735 40 M AR, 7E R S84 ML R B oK
L, BB XAFL 262555 XTAP it 8 T35 P 40 il v] R
TR & A ) EBEHLH Z—. Smac BIEFEFETF IE
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WL, EERTE SR T, B 2 40
R, ZABMGTE BRI Smac, BBAE 5 caspase 76 G+ 45
4 BIR 4544, fif R TAPs (30 i /6 A, B 803 A6 1Y
caspase, Smac/DIABLO i N ¥ 4 N33 (AVPI)
1 XIAP i BIR3 454, 31591 XIAP % caspase H#1]
Tl

3 XIAP EHLFr 55 SARE T HIALF

Jir I WAL T 25 Wi 2 i A EER R RO T
BN A3 FIE AL AN ], A BEYIE] DNA , 25 5L 05 fiiydd 41
MIRIFE T B, 2P 7= A o
3.1 il caspase 3 4 : XIAP W] F #: 45 & 3 91 il
caspase-3 ,caspase-7 Fll caspase-9, X Ff caspase YBF#E
PESE Y BIR 2538 - fR~F R BRI AL A BIR X ] 3%
X linker B4 S eE M, Suzuki 219 &3 BIR1
1 BIR2 1% X BB 5 caspase-3 J caspase-7 BV
Hubgh 6, SRS Z 35 1936 M, XTAP /) BIR2 X
RBAEZS B caspase-7 JF AR HIE . AHER
7, HF N ¥ BIR2 & BIR3 2 [a] i % # X YIWT)G , 5
— i) BIR3 FUIRAREE IR 4G G5 H IR K7 T caspase-9 [
MHIYER . N 3iY BIR1 F0 BIR2 £5# 3847548 B A Xf
caspase-3 #il caspase-7 FUHIEI/E I o By BIR3
SEAIAEAE M 1] caspase-O, B FY) linker XA 2 LA
il caspase-3 7% P , Bk ¥ BIR1 &, BIR2 i ASREHP
il caspase-3"71 , BB XTAP 341} )5 (69 1 57 - BE#2h
BB 20 5% #& W) 25 1 G 38 4. Shiozaki 1) B 5% . 7
XIAP A [A] BIR J& LUA ] 7 S ] caspase-3 Fii
caspase-9 [1J*) , XIAP [¥) 163 ~240 {8 EM7EE 1
RER G IR IR REG M, 5 caspase-3 5,
caspase-7 [ 15 Pk FB O AE LA &5 &, 3l =3 P
BIR3 5 caspase9 W) B IKTE B 5 IE = BIK, {#
caspase-9 PRIF KRG RMEILTEE
3.2 E3ZEREZEEM: MMEIER RN EHER
B FR FRBE , BB RARIT BN E AT,
BEBNEOESERSTEE, B3l
— . 2 R G B El ( ubiquitin-activating
enzyme ) [ EXEE E2 (ubiquitin-conjugating enzyme ) I
1Z R 45 E3 (ubiquitin protein ligase) ., RING FRAR
PRS- SBA E3 EHW XIAP kB 5
FIEHNA T 972 RACHEMR IS TR D, FRAREE M3 i dik
R B RARE XIAP FNREREA RUEAR , SBT3
.

3.3 EMHMSTFSENESEEMBIHEET.
Lewis 2511°) i FH 25 DK 9 35 11 J 9 0 XTAP 2 R 4 %
A fH B R KT caspase B EHEMHI/E A, R XIAP
{54~ B8 %} Smad \NF-KB 1 INK {55 )30 16 1, 70
I PETS . Stehlik XoJ4 i 4 40 M 5 5 S 7 i BiF

FERI, B KT NF-KB H¥ P9 Bz 40 HH & 37 XIAP
HIKIE, iR IR ) XIAP 7] 52 2 HEH 1-Kb WFERT, I-
Kb #2555 40 M AE N RS T BT R T8 1, SR 4 i
G52 R SR B F TNF-o A S 00 40 LR T,
XIAP 75 48 0 5 e e B 30 1 100 %5 P9 B2 40 M i PR 7=
E WA 2N  XIAP 7] LRI TGF-B ZHE R 7 &
JEAEA 1 B2 KK T U554 F TABL tHEE
FH A 3 3k B 30 caspase-1 BT TS, XIAP
T 5 40 AR T B A R PIBK/ Akt /B Rt B2 {
BB A M TPy 2 it 24 0 2% 5 98 4T A7 Y
Pz —"" BT R, Ak B XIAP R ¥E/E
FPIbE R, REHS Y XIAP 4 S 10Z RILERTE
#, Ak2 [HMET-EE B4 Bad P53 [ REFIT)
HE, PRI R oA B B a0 XTAP 2 R40E ST
3.4 XIAP SfivR . B A E B Brgs R 8L, &
Beye XIAP 3R A T 26 S iR T
B TR, SYeT XIAP () BEBE S T24 40 #E A0 R
WENZHUBR CHES T, ATRYE—ERE
R R, XTAP BHHE T AL 25 9155 3 0% 1B b 9 4 B 99
TRAE, MBENREN Z AWM RERE XL,
A HFFEIERA , B0 S B 5 K 4> B A T kL4
MRk XIAP (YY) 7 B, T AE 5 A T R E i i
MFA, F B XIAP 38 BB A T35 ¥, Sasaki
FERF T 0 A B E T 2L L B b # SR X
XTAP {5 B0 564 93 40 Jta 5of O 461375 5 A0 T 0 i st
i, i EL¥EIE T caspase /-5 P53 BN Li
ZEUOTR I T BN ELE AN b XIAP fFRAIE L, & B
MHALTT I 25 40l R XTAP [ 3R 367K FBH B 58 F Xk
ST BURM AT R , 7 B S — 2R g0l R 2 sa 4k
)5, XIAP [ RAHE— TR, A T8 5 LT, Xt
IT 2T 25 408 R, AART XTAP (7K K 40 /8
TR R A BUR

4 XIAP WERBFT

K FH XIAP F B AREE R 3L 5 AR 7 1T i %
WS YU AR Tk T 40 B A e % SN BT B R )
R, Holeik U 7Sz vty 2 X XIAP 1y
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Sasaki 7E 4 LT 24 Y ot 245 19 B 52 9 40 B Hh 5 L
XIAP W2 SO BR I IR T 8R4, & B XTAP %3k
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