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The effect of Hepatitis C virus core protein on morphology, proliferation and cell cycle
of HePG:; cells

LIU Chong-yang, LIU Wei-wen, YANG Jiarminn CHEN Dong-feng, FANG Diarrchun (Department of G astioenterology, Southwestem Hospitalk Third Mil-
itary Medical University, Chongging 400038, China)

Abstract; Objective To explore the effect of Hepatitis C virus core protein on morphology, prliferation and cell cyce of HePG, cells.
Methods The mormphology of HePG,-C and HePG,-CMV cells was observed by micwscope. The growth curve was also made. Flow cytometty was
used to determine cell cycle, the expression and transcription of PCNA, P53, P27, P16 were determined by immunohistochemical method. Results
No obvious difference was found between HePGoC and HePG>(MV cells in morphology and growth rate. Flow cytometry analyss showed that
81.3% HePGy MV cells was in G5 G, phase, 7.7% was in S phase; and 73% HePGyC cells was in Gy— G, phase, 13. 7% in S phase. HCV
core protein was found to promote PCNA and P53 expression and transcription. and depress P16 and P27 expression and transcription. Conclusion
HCV core protein could promote DNA synthesize, cell cycle, and involves in carcinogenesis.
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nlensity nilensiy
PCNA 4.2 65 73.6 60 <0.01
P53 75 43 100 4 <0. 01
P16 78. 4 63 4.6 49 <<0.01
P27 57.7 62 35.7 59 <0.01
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Pasitive rate( %)
HePG,-CMV HePG ;- C
PCNA 70+6 81+7 << 0.05
P53 78+7 93+8 <0.05

P16 817 6745 <<0.05
P27 82+9 6616 <0.05
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