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[ Abstract] Objective To evaluate the influcing factors on the efficacy of combined treatment of
pegylated interferon-o (PeglFN) and ribavirin (RBV) in patients with chronic hepatitis C. Methods The
clinical data of 148 HCV-infected patients who were treated with PegIFN and RBV in Central Hospital
of Baoji from January 2008 to December 2011 were analyzed, retrospectively. The sustained virological
response 24 weeks (SVR24), early virological (EVR), treatment virological response (ETR), 12 weeks
of sustained virological response (SVR12), recurrence, invalid response, virological breakthrough were
used to evaluate the curative effect, and influencing factors of curative effect were analyzed by Logistic
regression. Results Among the 148 patients with HCV infection, 12 (8.1%) cases were lost. Among the
136 patients with EVR, 128 (94.1%) patients experienced EVR, 118 cases (86.8%) experienced ETR,
114 (83.8%) patients experienced SVR12, 112 (82.4%) patients experienced SVR24, 8 (5.9%) patients
were invalid response, 6 (4.4%) patients experienced recurrence and 4 (2.9%) patients had virological
breakthrough. HCV RNA, HCV genotype and UA were all influencing factors on the efficacy of SVR24
in HCV infected patients (all P < 0.05). Conclusions Treatment of PeglFN combined with RBV has
significant effect on HCV infection. HCV genotype 2/3, lower HCV RNA level and uric acid were
associated with HCV SVR.
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