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MR SR OMEEE (Z£30) : Hepatitis C virus (HCV) is amajor causative agent of chronic liver
disease worldwide. However, our understanding of the molecular interaction between HCV
and host cells is limited. To efficiently identify the host factors required for HCV
replication, we performed a small-scale RNA interference (RNAi) screen in Huh7.5.1
hepatoma cell during its early stage of HCV infection. RNAi screen showed that two siRNAs
against IKBb and Mx genes reduced viral infection by 50% or more whereas four siRNAs
enhanced infection by 1.5-fold in Huh-7.5.1 cells. Further loss—of-function analysis
revealed that silencing of Mx by siRNA or blocking of Mx by mAb caused dose—dependent
inhibition of HCV replication, suggesting that Mx plays an important role in HCV infection.
Moreover, gain—of—function assay indicated that over—expression of Mx not only enhanced
the viral attachment but also increased the viral replication, suggesting that Mx may
facilitate HCV infection in vitro through mediating the viral entry. In conclusion, our
study provides a novel approach to explore virus—host interaction and to identify
potential antiviral targets
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