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Long - term Efficacy and Safety of Entecavir in the Treatment of HBeAg — positive Chronic Hepatitis B.  Shi Lini. Lishui People's Hospi-
tal , Zhejiang 323000 , China

Abstract Objective To evaluate the long — term efficacy and safety of entecavir for the treatment of HBeAg - positive chronic hep-
atitis B (CHB) . Methods All 63 consecutive patients with HBeAg — positive CHB were enrolled and orally given entecavir 0. 5mg daily
for 96 weeks. Follow — up were conducted every 3 months, including ALT and HBV DNA level and reports of adverse events. Results
74% patients achieved serum negativity of HBV DNA |79 percent with ALT normalization and 24 percent with HBeAg sero — conversion.
However,none acquired HBeAg loss or sero — conversion. Virologic breakthrough was observed in one patient. Adverse events occurred in

52 percent patients,the most common of which were epigastric discomfort,headache and cough. However,there was no withdrawal from the

study due to reported adverse events. Conclusion Entecavir provides sustained HBV DNA suppression and is well - tolerated in HBeAg

— positive CHB patients. However, these should be further examined in larger studies.
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