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[#§ E]8 o). WE XIAP /MrFMiHH Embelin X5 fbyg 4 figkk SGC7901 BIER . F 3% . L1 4F SGC7901,SGC7901+Embelin B§
2, KA RT-PCR, Western blot Z-3)#l 5 XIAP mRNA F13K FH /K ; MTT Bkl SGC7901 % VCR, Embelin, VCR+Embelin (4
B, RS IS CLR MBI .. 4 R AKSM L BoR Embelin %% /5 SGC790 B9 XIAP mRNA ZHFE MK EY
B & T SGC7901+Embelin £, 2 R A Git¥E L (P<0.05), MTT B/R VCR IC4=0.045 8 . mol; Embelin 1C5=6.369 1 p mol; Bt
A HIZ 1C4=0.039 9 p mol. & FITEEL CT ZEIMHI 2Ky 90%HF B3 I FIF LK T 1.4KP95E58 : VCR 41, Embelin £ B2 B& FHLH 5B
HERMEERSHIE 90.719 2,93.514 4,96.592 3, ## :XIAP /N3 F %5 Embelin 3 SGC7901 3k, BEA#MILITZ5H
VCR {ERIR B/ MR E , KA.
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The effect of small molecule anatagonists of XIAP(Embelin)on the

multidrug resistance cells SGC7901
ZHANG Hong,et d
(Department of Gastroenterology,the First Affiliated Hospital,Chongging Medical University)

[ Abstract] Objective:To oberserve the effect of small molecule anatagonists of XIAP (Embelin)on the multidrug resistance cells
SGC7901 in vitro and in vivo. Methods:in vitro two groups of cultured SGC7901 cells were used:SG7901 (group A),the
SGC7901 cells treated with Embelin (group B),XIAP mRNA and protein levels of the cells of both groups were determined by
TR-PCR,Western blot. MTT assay was performed to examine the ICy and CI. In vivo nude mice were divided into four
groups: control group, VCR group, Embelin group, VCR assistance with Embelin group, the weight of tumor growth in the nude
mice were measured. Results:Between group A and group B there was a significant difference in the expression of XIPA
(P<0.05),VCR 1Cy=0.045 8 pmole;Embelin 1C5%=6.369 1 mol;Combination 1C%=0.039 9pumol,CI>1 at the high inhibition
ratio>90% by MTT assay. in vivo experiment tumor weight inhibition rates were93.514 4,90.719 2,96.592 3respectivly.
Conclusion:Embelin was good for cells SGC7901,especial for a low dose combination with VCR.
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M 35 (MTT) A 3 B Sigma 22 5] 7= &, RPMI1640 ¥ 3= 2 H
GIBCO A8 ;/NE 1 W B TBD /A &l , & RNA £ BURM &
W B bt gk A M)A PR B, RT-PCR A7 & Takara
o
12 XEF&E
121 ZJIMEGEsE SGC7901 HAMEEFHET & 10% /M- MEH
RPMI1640 535K
122 Bl4¥i%it+5&8 KL Premier PrimerS.0 #{4:#¢ it
Y. B EBAEY TEERRSERAAEMN, BHER
XIAP Fi#551#: 5°-TGGCACGAGCAGGGTTICTTTT-3", i
5[4 5’ -TGGCACGAGCAGGGTTTCTTT-3 , /A% GAPDH I
514 5°-GGAAGGTGAAGGTCGGAGTC-3", Fii514 5 -
GACCACCTGGTGCTCAGTGT-3",
1.2.3 40/ RNA A2 & RT-PCR X4 SGC7901 48
M, BRBUR RNA, 05N BT 2 Fir gk RNA BEGR I &
BEAnaifr, FetfTe k] RNA 538, #i%E 3 RNA, P18
cDNA 7= ,PCR =14 15%5 5B ek 5 , FSE I I
BT RF T
12.4 Western blot #1% SGC7901 B E R, 7/ BCA ¥:
MEFAWE, LA, Bk, B, B, 4690, ZH, B
&, A3 ER#E B s ER a0, B0 i il E &
WHERAKEE, SRS KEEDARBEORLR,
125 MTT RSN RESL S W%E SGC7901 XH4ky7
YRR, R T EO S R B B A, i AL
1 x 10* 4 LH#A 96 FLAR, 3BF-3E H VCR S HIAH
Mo, S 3 FL. SkEEESE 72h, BB E I BARIKIA
MTT .DMSO, 3£ T ESBE e AN 0 & B FLATROLEE AS570, R
# faffu = (D/D " ITHEAFE YRR E (IC)MH, HHE
B AR FEIHIZ -G AR L REE,
12.6 sHEE TR A 4 4,3 B4 VCR 4 .Em-
belin 1 .Embelin+VCR 41, MR (3 x 1054 /ml) 7 T Hefh
B, TRAEN 24h FIFIRGZ . RBAZ,LLE VCR X
PR 4T, Embelin R AR E FES, SRS B RER
0.2ml, 354425 2 &, 4 B ATE BRI, BChipE .
JELARE R B
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F 1 HSHEFHEEL, REEEMIEE
(B ) B EHE(g)hi A E{/iPr 7R
X B4R 3 0.636 8 + 0.007 0.154 1 + 0.010 —
VCR 3 0.059 1 +0.009 0.090 1 + 0.006 90.719 2
Embelin 3 0.041 3+ 0.010 0.082 3 + 0.008 93.514 4
BERZ 3 0.021 7 £ 0.010 0.010 1 £ 0.007 96.592 3
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3 i it
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FROAO S SRR S AT, S B 40 B i B A RN T BB B A
I — RIVREARAE SR BN TR A, kR 4
MAT, W EsE, S — RIS SGE RN , B
Ja ¥R BOAT- RN 51 F caspase-3 .caspase~7 K
6, ¥1%] DNA, BRI, FLERESD 40 A T i R 735
A REEALIT 251 5 MR A K SE T T R, TAP
KGR R H 2 B BA B ER T /e R
EURZ M, T XIAP A AR IAP KK e SR
— Rl XTAP By E 245 A 1E 3 1 BIR Z5H50, BRI
IR B IAP B & /¥ 51| X ( Baculoviral Inhibitor of
apoptosis Repeat, BIR) & J& 1AP KK H BHFIE T
250, BL T XIAP B M N di; — D IIREAR I I
STHEMIX, BEER— 8 TR ER RS
RAK DL b 254 i B X 45 (linker ) o 3 1 F2 4 MR AR
FEAENLE , XTAP (1) BIR Z5H9880 % linker [X A8
AP caspase-3 .caspase—7 .caspase~9, ML F]
AR T, P AR AR A VR I -

Embelin 2\ F 255 T HRIEH FX. B
B BLIEIESE, HHAA SMAC(Second mitochondri—
a—derived activator of caspases)[FIFERPKEYE, HBES
BIR3 Z5H38 45 & , 4k BH 1k H 5 caspase-9 #5435 15
GUEL S ) DG T - W e R L i
YERIF , AT LA 3455 S AU 471 B At B 0 1,

W I R AR AP SE TG W Embelin X 5 5 4H
ik SGC7901 (FEH] . 1A A Embelin %651 500 £
[/ VCR #EF T SGCT7901 Bt , 35 RE AR 4 1 41 il firk 738
A (iR BRI 5109 93.514 4,96.5923);

& 4h Embelin 5 VCR BE&1EH T SGC7901 B (B
SHZHRETEN 1.969 2 ~31.511 5pwmol), I
SN R B E] (Cl<1), KFIR BB (CI>1), X
e PR B 2530 B B R B e PR B S T 2541
BET 28 =K HE . 2T Embelin MK IIMEH RIr3k,
IEEH 2R ZH,
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F 2 DB A A AN S ] T A AR (A1 1 4
BAREL, LT, A RAREZAHEKHE
WO AR ARBUER ), SO SLR Y A & B4
TEAMMAE(HRAERHBE R, EITHE %
A8 ),iX 5 Johri RK S 455 — 3 e sh i 52
AW, FEETERLEN U5 R HM#EH
ARG A R ERS, Bl R TFEER
FHEH AIGRSCEH BIR3 #HI5,

[E]8}38 3 RT-PCR, Western blot il & 5K &% &
HRIXAKT, BB &4 SGC7901 £8 Embel
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HyrAT- e B, SRR R AT, fTH
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