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Wy A EEEM.

X§RH HASWIA KA HEY4ME HIF-1la p53

Effects of Tan Il A on the Expression of HIF - 1« and mt p53 in Gastric Cancer SGC7901 Cell under Hypoxia. Feng Yuguang, Zong Xus-
han, Xing Guohui, Wu Meiying, Zhu Yun. Department of Gastroenterology, Affiliated Hospital of Weifang Medical College, Shandong
261042, China

Abstract Objective The effects of Tan Il A on the expression of mutant p53 (mt p53) and HIF — 1« in gastric cancer SGC7901
cell under hypoxia and the correlation between expression of mt p53, HIF — 1« and apoptosis were studied. Methods The model of hy-
poxia was established by CoCl,. There were three groups: normal control group, hypoxia control group, and hypoxia combined with differ-
ent concentrations of Tan Il A group. After Tan [[ A was added to the media with 0.5, 1.0, 2.0, 5.0 and 10. Omg/L respectively for 48
and 72h during hypoxia, the apoptosis of SGC7901 human gastric cancer cells was detected by HOECHST stain. After Tan ]I A was added

Fe I H < R A R 24 R b R 2R R SR R H (2007 - 156)
VR B 261042 1L 7R 4 e b s 2 e R 12 e 3 Ak P4 B

- 76 -



B2 ek 201043 A 539% 43

e B

to the media with 0.5, 2.0 and 10. 0mg/L respectively for 48h during hypoxia, the expression of HIF — 1a and mt p53 protein was detec-

ted by immunocytochemical staining. Results

The results of HOECHST stain found that Tan II A induced apoptosis of gastric cancer

cells in a dose — and time — dependent manner under hypoxia( P <0.01), and the apoptosis rate reached (40.70 £1.55) % after treat-

ment with 10.0 mg/L Tan Il A for 72h. The results of immunocytochemical staining revealed that the expression of HIF — 1o and mt p53

protein was inhibited by Tan II A in a dose — dependent manner under hypoxia. High positive correlation was found between the expression

of HIF - 1a and mt p53(n =4, r=0.886, P <0.05). Conclusion Tan [l A can inhibit the expression of HIF — 1o and mt p53 pro-

tein, and induce the apoptosis of SGC7901 human gastric cancer cells under hypoxia, suggesting that Tan Il A might play an important

role in fighting against hypoxia — and p53 mutation — induced clonal selection and apoptosis resistance of tumor.
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