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Effects of the Amino Acid 70 Substitution in the Core Region of Hepatitis C Virus Genotype 1b on Cell Apoptosis. Hu Zhongjie, Liu Ying,
Qiu Lixia, et al. Beijing Youan Hospital, Capital Medical University, Beijing 100069, China
Abstract Objective To investigate the effects of the amino acid (aa) 70 substitution in the core region (CR) of hepatitis C virus

(HCV) genotype 1b (GT —1b) on cell apoptosis. Methods The expression plasmids of wild type and mutant aa70 core proteins were
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transfected into human hepatoma cell line. Apoptosis PCR array was performed to test the expression of 84 key genes involved in pro-
grammed cell death. And then, apoptosis rate was measured by flow cytometry (FCM). Results Compared with HCV aa70 wild type
core protein, expression of mutant core protein in Huh7 cells could make 40 genes’ expression increased and 44 genes’ expression de-
creased among the 84 key genes related to apoptosis. However, the difference of multiples was within 3 times. Furthermore, when trans-
fected with HCV aa70 wild type or mutant core protein expression plasmids, the apoptosis rates of HepG2 cells were 9.4% +1.9% and
9.1% +2.2% respectively, which were lower than those in control group transfected with empty vector (14.3% +1.4% ). Moreover,
after treated with anti — Fas antibody, the apoptosis rates of HepG2 cells could rise t0 52.4% +£2.9% and 56.1% +2.5% respectively,
which was still lower than that in control group (72.6% +2.1% ). Conclusion The expression of HCV core protein can inhibit fas — me-

diated apoptosis. But R70Q/H substitution alone is not sufficient for the significantly difference of the expression of apoptosis related genes

and the cells’ apoptosis rates.
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