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Abstract

AIM: To study the expression of XIAP mRNA and protein
in tissues of hepatocellar carcinoma (HCC), and to investi-
gate the role of XIAP in the development of primary HCC.

METHODS: The expression of XIAP mRNA in normal liver
cell line L-02, hepatoma cell lines, SMMC7721 and HepG2,
and tissues of primary HCC (n = 30)as well as the corre-
sponding adjacent tissues of HCC was detected by semi-quan-
titative reverse-transcription polymerase chain reaction (RT-
PCR). The expression of XIAP protein was observed in pre-
ceding cell lines and tissues by immunohistochemical staining.

RESULTS: The expression level of XIAP mRNA in L-02 was
lower than that in SMMC7721 and HepG2 (mean XIAP/(-
actin: 0.418 + 0.045 vs0.719 + 0.069, P <0.05; 0.418 +
0.045 vs0.654 + 0.055, P <0.05 respectively). No signifi-
cant difference existed in the XIAP mRNA expression be-
tween SMMC7721 and HepG2 cells. The expression of XIAP
protein was significantly different among three cell lines
(0.158 £ 0.016 v50.291 + 0.022 v50.238 + 0.011, £ <0.05).
The expression of XIAP mRNA and protein in HCC tissues
was higher than those in thecorresponding cancer-adjacent
tissues (mMRNA: 0.587 + 0.064 v50.313 + 0.059, £ <0.05;
protein: 0.276 + 0.054 vs0.095 + 0.014, P <0.05). XIAP
protein was mainly distributed in cytoplasm.

CONCLUSION: Overexpression of XIAP mRNA and protein
may play an important role in the carcinogenesis of pri-
mary HCC.
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HepG2: 0.654 + 0.055. Hr L-02 28 ki) XIAP mRNA 7K
S HFEACT SMMC7721 K HepG2(P<0.05), Ptk
HIPERIXTAP mRNAFRGE TG M 22 R(P>0.05). =FRA
IR XIAP EH RS, HAMRIRHFE6E 550k
0.158 = 0.016, 0.291 = 0.022, 0.238 = 0.011, =#f
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0.276 = 0.054, 0.095 = 0.014(P<0.05).

Z5E XIAPmRNA S HIR A E DR S DA TRk
PRI, ettt al e (A RS — N BRI R

FEEETR, MRS, DR, @ISR, S0P, =8, FHBIRED XIAP mRNA &
EOREORNY. HFREAHELZE 2004;12(12):2788-2791
http://www.wjgnet.com/1009-3079/12/2788.asp

0 SIS

W i & A e — 2 H R 2R 2L TR, il
AT FBLIA T R R R AR ) — A B . 2R
bR KA IR R Il (caspase), MFRILT-HE L,
RETEBMAPITE. SRET-MXERD, W Bel-2,
Fas 2413 5 PP PR T B S0 Y _E BRI BE VR caspase
AT, AITTE T AN AR T R . X Y (A% B A



PRI, . FHAIREDOXIAP mRNA MEBTRIANENY

2789

T4 5 1 (X-linked inhibitor of apoptosis protein,
XTAP)Z R T-#1HI%E H (inhibitor of apoptosis protein,
TAP)ZEIRAR ML, A8 A A3 ZU A% I T i 2
H, AJRLELHE] caspase—3, caspase—7 M caspase—9
FELF R T- 0 A2, FRATTUA B-actin mRNA HNZ, XA
RT-PCRHA St A1 58Ul SP I A 35 40
BRL-02, FTHEZ40MIRE SMMC7721, HepG2 FlTE: f2 i
AL XIAP mRNA FIEEFIKT-, MIIHE XIAP 5
T A BAR A OC R

1 MRREE

11 AR IEHFEAEr 1-02, AJFR4NEHk SMMC
7721, HepG2 X th A3 B B AR BF S e (& ARG 77, Ay
REA AN, BTA TP AL 4 R 5 A A b A X B R B
BEATAE SRR L FARDIER(2003-04/2003-08), FEE0%
IR, 0 R, 45 MMLY f Oligo dT 9 H
Promega 7y F); PCR ¥ 341850], €145 Taq . ANTP Y H
R AL Trizol W B L igAEZEA Y TREA 7,
FRPTAXTAP mAB H BD Bioscience ParmingenZy 1);
JEA 2 sp A& M DABIHI & B bt Rl
BARA ] B AL E XIAP F NS B-actin 5 [P FH5 14
BT primer 2.0 3231, 784 H W43 5104 335 bp il
159 bp, BT IY34 0 b ifgA) TAET 8T 5 XIAP
FIES IS 5 —teageagtiggaagacacag—3"; B-actin
W5 IFEH 57 -agtecageacttgetaacte=3"; B-actin _Fiif
SIIFFH: 57 —tgecaceacacetictacaa—3; B-actin FIES |4
FP35° —ageetggatageaacgiaca—3".

1.2 Fk Fra 4 & 100 mL/L iG 4 Mg (FBS)F
100 kU/L 7 B R A 5L % 2 19 DMEM(dulbeccos modified
engle medium)i5 353, 7£37 C 5 mL/L CO. 554 55
Fr. 4% Trizol WA AP SRFEIANNLE RNA, RIS
SOBCEEAUINE RNA R R gl , HaF -75 CHik
7, I HEER AT S0 mg, FHHWA R PBS
TR, K B AIH, HAR R EG R R 40 2
RNA. 5552 )W BLRNA 1 Hg, 5 x RT Buffer 4 ML,
10 mmol/LL ANTP 1 UL, 50 mU/L RNasin 0.5 UL, 0.5 g/L
Oligo dT 1 ML, 200 MU/L MMLV 1 UL, DEPC /KEA
F 20 UL, FAMES], 42 CRY 60 min, 94 CKIE
5 min. BAPEXT IR A RN A S AR 2. B E R =)
c¢DNA2 UL, 10 mmol/L dNTP 2 ML, 10 x Buffer 2.5 KL,
25 mmol/L, MgCl, 2 UL, 12.5 pmol/L XIAP & B-actin 5|
P 1UL, KBETRKERZE245UL, MRS 94 C
P23 5 min, AIA 2.5 mU/L Taq fff 0.5 UL. § 8454
94 CHEM: 1 min, 52 CiRA 1 min, 72 CHEMI45 s,
30MEHR, 72 CHMES min, [FIEHT 3% XIAP K B-actin.
23 AR BRI eDNA B S A £ UPCR )
FP¥I3 UL, 56 x PCR BFFZEMK 05 ULIRES, T
20 o/ L BANEHHEER(E 0.5 mg/L IR Z58)h LIk, 75V,
40 min, TEEAIMGAT TSR, LI UVP BT &

SrinfEIT oA R

G A AT WD) E BUBAE 2K, I 30 mL/L
H20: FEEHE 30 min, # 0.01 mol/L MIBKFR 1L Ml
HOIE 92 CRLE, 15 min HUEMEE, PBS JRUEF M
TEH RIS £ 30 min, i1 30014 CigE
. WHZEREW 1 h, AEYRE HIEE 30 min,
BRI A B bR IO B BN 2K F 30 min, PBSTE/S
DAB &8, FPPEp et . 2R IUIC K 35 A 3 A 2R
BT/, PR BUE KI5 x 107 FHL
R F AU A RE S, DL 40 of L 25 58 HH [
A 30 min, G RELHEIURMEE SN A .

Gt IR A A VI KR 2 (mean =
SD)F/R, A E 2 TR SPSS10.0 #R 14

2 BR

2.1 iEE BT 4o RLAR BT % 20 Ak P XTAP mRNAZ R & 49
Kok IEH AR L-02 XIAP/B-actin 7 0.418 + 0.045,
SMMC7721: 0.719 + 0.069, HepG2: 0.654 = 0.055. H:
7 L-02 XTAP mRNA A2 157K P-4 SMMC7721 Fil HepG2
fIR(P <0.05, +R%), (HAEPITEEAIIEAE XIAP mRNA
HKOETCIH B 2R (P>0.05, 165, & 1A). 40HEH
AL s ARG A XIAP EA MR, HHMH
FYIEREG, FEAmTRE. BERSR fREdl
AL AN E A S350 L-02 4 0.158 = 0.016, SMMC7721:
0.291 + 0.022, HepG2:0.238 + 0.011. =F V-0
BTN AE BE R (P <0.05, B, D
SMMC7721 kK Vfeer, 1L-02 Hfik. (K12A-C).
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2 XIAP & BE /T #E th 534 SPx400. A: L-02 4fE & XIAP E B 3RIA; B:

D: FRAAS XIAP BORIE; E: BT HA S XIAP RORIE.

2.2 RBP4 P B 4845 F XIAP mRNAZ & & 64 £ A
B ZH 2 XIAP/B-actin 7 0.587 + 0.064, FEZZHLN
0.313 £ 0.059, —H[EAH BEMGIT25F(P<0.05,
ttest, [ 1B). Gl L BHPEGL (O b5 E Gk, F 2
bR . R A e A L (-
0.276 + 0.054, #E5ZZHLI 4 0.095 + 0.014. FiZHI4{HE[E]
BBt R(P <0.05, rtest, K 2D-E).

3 e

caspase eI T BRI BRI T . FET- MR Z AR5y
F(Fas5F) S ZFh R L R -1 (A0 S22k BG4 7 b A
RIS ARG caspase—8 i caspase—9, %‘kégﬁﬂé&ﬂi
BESA RN, TS T UMY caspase—7 M caspase-3, &
SEANR I 5 S5 I AR AR IR T TAP R 4F
AR B SR TSI E R A R, Hg
E P[] 22 PRI BETAPE & 741 (baculoviral
inhibitory repeat, BIR)AJZEHI. 7TEFLZ LAY TAP K
ARG, A survivin, Livin, TLP-2 H¥777E BIR 2544
I, FEREE S BIR S5HR Y caspase %5 G A2 H]
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AAE3BIREE L, — N HREA BB T 2510 X,
R —E B R A RE R A5 A8 DL S DA - 5 A 1A]
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SMMC7721 484 XIAP E O 3iA; C: HepG2 4iEH XIAP B afkik,

S, Wt e VSR, XIAPFIATHE , RN XIAP
TEZ AR Fh YA S Fai™. s 22 AR XIAP
SR () S5 ek il BE 2 R 4t 2 25 E R T A O
RETEA R A AT TR B A4 Tngo et al NFGIN T 43
M . PR, AR, BSEZ AR50 60 A4
AR, KB XTAP 7E A AL R P IE R &
K Ramp er aliz FARE A AN T 145615 ik 2 IH 410
MERARAS , R IH A 95 % U4 2355 XIAP, H
FRAR MR 1 XTAP b e o fe e, ik
Py 00 B & 2 S R . Amantana er al XHIBAATT
I HT IR AR B bk DU 145 RS &R B, XIAP 195
2R S HXT caspase—3 M F & DU 145 X3 AT 24
HI R 2 —. A TIRIEHIESE, i XTAP B9 s SRR
¥7 HE I X SRITAN AT R, DS AN 21
TSR R XIAP mRNA M8 (78 = kg b
KIE ek, Hi, 7615 % I A0IEMRL-02 9 gk R A i
TEZRBRE SMMC7721 & HepG2 HrRAI%, 1 Mk S8 20
HRRAIXTAP mRNA K 2B RO FE IR/ o 3 22 5.
XTAP 8- 2215 FT HE -5 AR AR PRI A ik B AR A iy
FERE, IITES XIAP & kM BA b i T-f
FIAMBEAR DAFEE A 0. (AR A2, ZEmRNAZKOE I
FRANAR SMMC7721 & HepG2 B XIAP 35403, TMAE
EAKESMMC7721 0] 55 FHepG2 , HALHI AT fE 5 XIAP
mRNAS’ 3% A HE A 4 (internal ribosome entry
site, TRES)HTEPE KA P 1972 ALK E-AHSE. TRES fE
B Eh AN AEASFI S0 N BIPR XTAP, 1 XTAP [HREF
M2 dz 2B a S Hit, 7Tl T
SMMC7721 F HepG2 7EMUR IR . AARURRIE FFE7ERS
LS, FEIHMN IRES E Mz ZAKEHA—
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H, MImMSET XIAP & AR, BFoERm &3
TEIR 2 A R BIAEAE XTAP B3k, 7EfFRA R
XIAP K48 WA &8 T . ECALHI nT B8 e R SERI A
WA, WAFR . B FERE -, FFARAIL R R B E
PEHG AR, LR T-HLHIERIHE SR, XTAP MR Fik 1.
MH DR XTAP ik B8 R 40t v b oA A b
FTRE Ty, o3 T IEH MR TR I SRR &0
ARG ROk R . B, AT EY
XIAP A] GE@ L AR T 5 5 T e & 4
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