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BFgeR R OMEEE (330) : Polymorphisms of IL28B (IFN A 3) have been reported as genetic
factors that it associated with the response to pegylated IFN-alpha (PEG-IFN ) +
ribavirin (RBV) treatment in chronic hepatitis C patients. However, details of IL28B
functions are unknown. In this study, we examined the relevance of IL28B SNP and ISG
induction by drug administration. Our subjects were the patients of Peg—IFN« + RBV
therapy (dual therapy) or Peg-IFN« + RBV + protease inhibitor therapy (three—drug
therapy). In the gene—expression of inhibitor factors, the result of HE/MI patients
tended to be higher than the gene expression of MA patients immediately after a medical
treatment start. We will also verify the relevance of the therapeutic effect to the

ISG expression.
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