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WFZERK RO EE (3530) : (Aim) Toward the tailor—made therapy for chronic hepatitis C, basic
and clinical researches of IL28B were conducted. (Methods and Results) Clinical research:
(1) Detection of new candidate SNPs, (2) Successful tailor—-made therapy based on IL28B
and ITPA SNPs. Basic research: (1) IL28B gene expression was controlled by SNPs and the
epigenetic changes within promoter region, (2) Functional analyses of IL28B showed that
the induction of IFN-A s followed by immune response might contribute to different viral
kinetics and treatment outcome in HCV-infected patients.
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