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Effects of LPS on hepatitis C virus

replication and interferon—1 signaling pathway
Zhu Ziyi' Wang Wenbo® Liu Yuan® et al
(' Clinical Laboratory The General Hospital of Western Theater Command Chengdu 610083;
*Center for Disease Control and Prevention of Western Theater Command Chengdu  610021)

Abstract Objective To investigate the effect of LPS on HCV replication and interferon—] signaling pathways.

Methods The effect of LPS on the proliferation of Huh7 cells was observed via CCK8 methods. Huh7 cells pre—
treated with 100 mg/L LPS were followed with HCV infection. The intracellular HCV RNA and protein levels were
determined by quantitative PCR and immunofluorescence assay. In addition the effect of LPS on the expression of
IFN-o and IFN—-3 protein were detected by Western blot. Results LPS had no significant effect on the proliferation
of Huh7 cells. 100 mg/L LPS could inhibit the infection and replication of HCV in Huh7 cells( P <0. 05) . Com-
pared with the control group LPS attenuated the apoptosis of Huh7 cells and increased the number of S phase cells.

The expression of IFN-o and IFN-{3 were significantly up-regulated by LPS and HCV. LPS inhibited the expression
of IFN- induced by HCV infection while had no significant effect on the expression of IFN-«.. Conclusion LPS
can inhibit the replication and infection of HCV at the cellular level which may be related to the promotion of IFN-
o and IFN-3 expression but not to cytotoxicity and apoptosis.

Key words LPS; HCV; replication; interferon



