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[ Abstract ]Objective:To study the regulatory mechanism of Wnt/ B —Catenin passthway—influenced apoptosis of human gastric cancer line
SGC-7901 by detecting the expression of P —Catenin mRNA,Bcl-2mRNA, Caspase—~8mRNA and Caspase-3mRNA. Methods: (1)
Expressions of (3 —Catenin,Bcl-2, Caspase—8 and Caspase-3mRNAs in groups with or without indomethacin induction were detected by
RT-PCR. (2) Methy! thiazolyl tetrazolium( MTT) assay was used to measure the anticancer activity of indomethacin. Results:(1)As compared
with groups without indomethacin induction,expression of B —Catenin mRNA and Bel-2 mRNA were lower, however, increased
expression of Caspase—8 and Caspase—3mRNA were found in SGC-7901 cells after treatment with indomethacin.(2) Indomethacin of 50
p. mol/L at 24 h couldn’t induce apoptosis of gastric cancer cells. Indomethacin of 50 p mol/L at 48 and 72 h and of 100 p. mol/L and
200 p. mol/L at 24 .48 and 72 h could induce apoptosis of gastric cancer cells in a dose— and time—dependent manner.Conclusion:Gastric
cancer cells may be caused by apoptosis inbalance through Wnt/ 3 —~Catenin passthway,which activates expression of proto—oncogene
Bcl-2 and inhibites expressions of Caspase—8 and Caspase—-3.
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1 HHEFHE

1.1 FEBag

A B4 SGC-7901 M K E R} R 20 A4 T
IR,
1.2 EZ2RXAFNE

A 4 (L35 K1 RPMI-1640 3538 281 B % H Gibeo 2>
A ; U0 B AR (MTT) 5|k I B TR 5 3£
& Sigma 22 F], RT-PCR AT &M H invitrogen 228,
1.3 iR

BE AR SGC7901 355 T& 10% /D4 1L (100 U/ml

FEEM 100 U/ml FEZEE N RPMI1640 532 W P, e &6
H 37 C.5%CO, AR E M 2~3 d F 0.25% iR 1L
1 K,

14 RT-PCR

141 S RNA#2E BOHEAERKEIM A SGC7901 B4
P 8 i, PR MG BE A T 80% B , B £ RN, 09T 4
WA IE AR (K2 T4 ), B4 4 #hnd 200
pmol/L W[ B FR TR (M| 632 T ), 3538 24 h 5
WEHINE . Z0M05 RNA SRBUE LS RNA Busimigii i
BT,

142 SBI¥F3 B -Catenin,Caspase—3,Caspase—8 Bcl-2
K H-GDPDH 5|91/ i B KA A R HF-E R, 510
# 1 iR,

143 RT-PCR

1431 HHFRE  BUS RNA 401,20 pmol/ w1 0lige(dT)1 pl,
70°CIBE 10 min J5¥K ¥4 10 min, K5 7K_EARYINEE : NTP
18847 (dATP . dUTP.dCTP.dGTP & 10 mmol/L)4 1,10 x RT
buffer 2 u 1.RNA BEHIF(50 U/ 1)0.5 1. RTO07 AMV ke
FEE(10 U/ 1)0.5 w1.RNase free water 8 w1, SR B {ARF 20
p1,42°CRS 60 min,99°C 2 5 min, fi#8 cDNA fE PCR.
1432 PCR RMWMKZEN cDNA4 1,10 x PCR buffer 5 1,
dNTP {E 4% (dATP .dUTP.dCTP . dGTP £ 10 mmol/L)1 1, b
W5 145 (20 pmol/ W D1 w1, F 5] ¥ (20pmol/ w 1)1 1, Taq B
(5w/p0.5 wl.ddH,0 37.5 pl, BRRAER 50 pl, Cas-
pase-8 J B —Catenin PN . D 94°C x 2 min; @ 94°C x
305,58%C x305s,72%C x | min,36 P& ; 372C x 10 min,
Caspase-3 J% Bel-2 ¥ 3 4434 : © 94°C x 2 min; @ 94°C
x305,54°C x 305,72°C x 1 min, 36 PMEHF; @72°C 10 min,
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5 Marker LTINS =Y . ARG EER BRI EIRIR
HHFTHEEHM 2T, B —Catenin, Caspase—-8 Fl Bel-2 AHXT

#x1 slE75
Bl ¥B R 751 P (bp )
FP 5’ -CCAGACTTTGGGTCGTGATTTCC-3’
B -Catenin , , 477
RP 5’-TATTGATCCGATGGCACCTCCTC-3
FP 5’ —-CGGAAGGAGGACGTGGAGATG-3’
Caspase-3 R s 392
RP 5’ ~GTGCCGTTGGCGTGGAAGT-3
FP 5-AGCAAAGGGGAGGAGTTGTG-3
Caspase-8 279
RP 5-TACTGTGCAGTCATCGTGGG-3
Bel FP 5’-GATGGCAAATGACCAGCAGA-3’ 248
o RP 5’ -TGGCAGGATAGCAGCACAGG-3’
FP 5’ -TGGACCTGACCTGCCGTCTA-3’
H-GDPDH , , 149
RP 5’ -GCAGTGGGTGTCGCTGTTGA-3
%2 RT-PCREAUAZTRAESHBIVREFETFMAREFIERRIEER
FHXSFRIE(E B —Catenin Caspase—-3 Caspase—8 Bel-2
RETWA 0.112 + 0.040 0.146 + 0.014 0.124 £ 0.072 0.232 £ 0.059
B3| SE 3 T 1iEH 0.071 + 0.025 0.257 + 0.076 0.210 £ 0.029 0.124 £ 0.072
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