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Abstract Purpose: To explore the influence of HBV pre-c mutant(1896 G—A point mutation) and
intetferon antibody upon IFN therapy. Methods: 86 patients with chronic hepatitis B infection were inves-
tigated. PCR was used to detect HBV pre-c mutant. Interferon antibody was tested with ELISA. Results;
The detective rate of mutant in severe chronic hepatitis group (66.7% ) was significantly higher than that
in mild chronic heparitis group and chronic asympotamatic carriers group. 38 patients received TFN-thera-
py- The short-term response rate to interferon treatment in mutant type group (58.8% ) was similar to that
in wild type group (P >>0.05). But relapse rate after IFN therapy in mutant type group (70% ) was signif-
icantly higher than that in wild type group(23.1% }. The short-term response rate to interferon treatment
in interferon antibody ( + ) group (38.5%) was significantl lower than that in interferon antibody (-)
group {72.0% }. Conclusion: Mutant infection was associated with the severity of liver disease, HBV pre-
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¢ mutant and interrferon antibody may negate the antiviral effects of interferon a-2b.
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