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Role of mitochondrial pathway in apoptosis of gastric cancer cell line SGC-7901

induced by Helicobacter pylori

ZHANG Hao, FANG Dian-chun, LUO Yuan-hui, LAN Chun-hui (Gastroenterology Research Center, Southwest Hospital, Third

Military Medical University, Chongging 400038, China)

Abstract; Objective To evaluate the role of mitochondrial pathway in apoptosis of gastric cancer cell line
SGC-7901 induced by Helicobacter pylori( H. pylori). Methods Apoptosis was evaluated in SGC-7901 cells
by flow cytometry. RT-PCR and Western blotting were used to measure the expressions of genes and proteins as-
sociated with mitochondrial pathway. Effect of caspase inhibitors on apoptosis induced by H. pylori strain
NCTC11637 was investigated. Results NCTC11637 directly induced apoptosis in SGC-7901 cells. Apoptotic
rate was 6.30% , 11.57% , 8.63% and 7.22% respectively at 6, 12, 24 and 48 h after coculture with H. py-
lort. H. pylori upregulated the expression of Bax, and induced a time-dependent activation of caspase-9 and -3.
Apoptosis was inhibited significantly by pre-incubation with the inhibitors of caspase-9 and -3. Caspase-8 inhib-
itor reduced H. pylori-induced apoptosis by 20% . Conclusion H. pylori infection upregulates the expressions

of Bax mRNA and protein in gastric cancer cell line SGC-7901 , and induces activation of caspase-9 and -3. Mi-

tochondrial pathway may be the major one in H. pylori-induced apoptosis in SGC-7901.
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HA ELZEl! RAGRE EE R BOVD
Bax 1% 5-ACCAAGAAGCTGAGCGAGTGIC-3’ 58 C 3B 3Bhp
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PCR JZ 1K % 20 ul, 4 & 10 x PCR 22 i 2 pl,4 Fi
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W AR,
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1.3 %itFE o
BAELL & =5 Fom, i85 SPSS 10. 0 HF47 ¢ Mg A7 24047

2 #R

2.1 NCTC 11637 %} SGC-7901 48 feLA ¢ % &

NCTC 11637 R B #3753 SGC-7901 40 =, Hu B T WL
2¢, 5 AI L, NCTC 11637 % SGC-7901 4 el 6 h )=,
T UL A A SO AR 4, e € o SR A AT S R TR
(P 1),6,12.24 h F1 48 h i) 20 L U8 1= 5% 43 5] g (6. 30 =
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B30
s AH 55, Bax Bel-2
0h 0.57 £0.32 1.03 £0.90
6 h 0.67 +0.34 0.92 +0.51
12 h 0.79 +0.20 * 1.06 £0.90
24 h 0.97 +0.49 @ 1.27 +0.52
48 h 0.89 +0.51 1.09 £0.73
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RARMZALRIEAS . LTRGBS AR A MR A5
T2 Fas TNFR 1 TRAILR %5, 5 AR A BCAR FasL |

TNF-o £l TRAIL 8454 )5 , 8 i 123 3 AR 5201 0
Caspase-8 , JAR UK % HoAh 11 Caspase , 5 2% {ff 41 Jfd
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Al Bax FE 2P BRI R, AU 5 A T2, 1Y Bax
BN}, Bax ARG TE U IR 2R AR & 325, I 44 Jif &)
T, ARWFETE S5 RIS , Bax 23 A4 i 1 5%
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IR LA Caspase-9 AR RIR IR Z 5 H
HS B 34 S T R B, Potthoff 257 H.
pylori 5 AGS AL ][R 5535, K RS H. pylori fKIK
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