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Telaprevir used for treatment of hepatitis C
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Abstract: Hepatitis C virus (HCV) is a highly variable positive-strand RNA flavivirus, and has the characteristics of chronic high
conversion and pathologic change. There are evidences shown that NS3/NS4A protease activity is essential for viral replication, thus
the therapeutic significance of inhibiting the HCV protease NS3/NS4A has been widely concerned. Telaprevir, an ig administered,
reversible, and peptidomimetic inhibitor of the HCV protease NS3/NS4A, has been proved to be effective for attacking HCV and
breaking viral replication both in animal experiments and clinical trials. It is expected to become a new drug for treatment of HCV.
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