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GYPENOSIEDS INDUCE APOPTOSIS IN HUMAN
HEPATOMA CELLS
Yang Minghui, Guo Xiaolan, Yuan GuoHua, Zhou Jingguo, Jin Wei
(Institute of Rheumatology and Immunology, Affiliated Hospital of North Sichuan
Medical College, Nanchong, Sichuan, 637000,China)

Objective:To study the proapoptotic effects of Gp on human hepatoma cells. Methods: The effects of Gp on the
cell apoptosis of human hepatoma cell line Huh—7 was assessed by flow cytometrial analysis, and the expression of
Bcl-2, Bel-XL, Bax and Bad molecules in Huh-7 after treated by Gp was detected by using Western blot analysis.
Results: After treatment with 20mg/ml Gp for 24 h, 64% of Huh-7 cell were undergoing apoptosis, while cell death
was only observed in 12% of human synovial fibroblast cells treated by Gp. Western blot analysis demonstrated that,
Bcl -2, an anti—apoptotic molecule, was markedly decreased in Huh-7 cells treated by Gp. Whereas, proapoptotic
molecule Bax was significantly up-regulated in Huh-7 cells after Gp treatment. Conclusion:Qur results suggest that
treatment of human hepatoma cells with Gp induced apoptosis through the down -regulation of Becl -2, and up -

regulation of Bax.
Keywords: Gypenosieds; apoptesis; bcl-2; bax
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