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Clinical observation of lamivudine therapy in 50 patients with chronic hepatitis B infection

HUANG Yan-pingg WANG Yu ming (Department of Infectious Diseases, Southwest Hospital, Third Military Medical University, Chongqing 400038, China)

Abstract: Objective To explore the clinical effect of lamivudine therapy on patients with chonic hepatitis B virus (HBV) infection and its
mechanisms of the immunolagical state, level of HBV DNA and YMDD mutation. Methods Changes of ALT, HBV DNA and YMDD mutation of 50
patients at 12, 24, 36, 48 weeks before and after oral administration of lamivudine were determined and levels of HBV DNA and YMDD mutation
were detected with quantitative PCR. Results  Before the therapy, 3 cases were of anti-Hbe positive, 47 cases of HBeAg positive. Afier the thera-
py» 9 cases of HBeAg negative were found. Four cases of YMDD, 11 cases of YMDD+ YVDD mutations were found in pretreated patients. After 36

~48 weeks of therapy, HBV DNA of 14 cases increased prominently, but YIDD mutation was found in only 3 cases with increased ALT which was
not higher than the pretreament base line. Conclusion Lamivudine is effective though the mutations and breakthrough are present. The effects of
YVDD mutations are slight but attention should be paid to YIDD mutation.
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Fig 1 Changes of serum HBYV DNA and ALT
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Fig2 Comparison of serum HBV DNA between response groups
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