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It is known that viral response to the pegylated-interferon plus ribavirin therapy is
significantly different depending on the mutational status of core amino acid 70 in
chronic hepatitis C virus (HCV) infection. In this study, we tried to clarify the influence
of core 70 mutations on the innate immune system as well as viral replication. Moreover,
we tried to clarify patients’ characteristics depending on the presence of those

mutations.
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