928 H 3 o= R OE KR % % W Vol. 28, No. 3
198 2006 4 2 J ACTA  ACADEMIAE MEDICINAE  MILITARIS TERTIAE Feb. 2006

j 'i:@ % SCRESR 5 1000-5404 ( 2006)03-0198-03
B IR A B AR LA e B R AU AR | RiXMF

258, BEMA (o SRR R T 5 e 4 Ak A huts , TR 400038)

2O I OB TR B CH. pyloro) 15 T T4 908 40 0 206 (4 4 A% SE 5] COX T mRNA B (111 k2 1k 35
b H. pylori BRGNS FHL. ik H. pylori KEARUIEHCR M T S A0 4.8 B0 12 b 55 WS40, 13 T RT-PCR Fil
Western blot I 452 00 AH 85 COX T BEEANE (b B k. &850 H. pylori g /B 4 b 5 20k COXO T mRNA (1)
FIETTFUGFEAS 8 h FREE I, 12 h RS mEE . A5 IR AY 26 ik BT I T 0 IRAL(P <0.05) . COX T K&kt
L HH FIRD 8, 25 05 A5 10 A ] ARG T AL (P < 0.05) . &5 H. pylori 1] T i) 5 95 40 0 28 A 45 5 36 1R COX
I mRNA K8 (1184 1k S m2op (R ThhE .

SEGRIA . WA UBUET I COX T 5 T AR A 5 2 o A

mEES S R3TT; R730.23; R735.2 T ARERIRAD . A

Effects of Helicobacter Pylori on mitochondrial cytochrome oxidase subunit | in
gastric cancer cells

LAN Chun-hui, FANG Dian-chun ( Gastroenterology Research Center, Southwest Hospital, Third Military Medical University,
Chongqing 400038 , China)

Abstract: Objective To study the effects of concentrated H. pylori culture supernatant ( CHCS) on the ex-
pressions of COX] mRNA and protein in gastric carcinoma cells, and explore the potential role of H. pylori in the
gastric carcinogenesis. Methods  After SGC7901 cells were treated by 6 wl/ml CHCS for4 h, 8 h, 12 h respec-
tively, the expression of COXImRNA and protein was detected by RT-PCR and Western blotting. Results The
expression of COX [ mRNA decreased gradually after exposure to CHCS for 4 h. Especially after 8 h, the ex-
pression decreased significantly. When treated with CHCS for 12 h,the expression continued to decrease (P <
0.05). The expression of COX [ protein revealed the same trend. Conclusion H. pylori could affect mitochon-
drial function by down-regulating the expression of mitochondrial encoding cylochrome oxidase | gene.
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