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[ Abstract ] Objective: To compare treatment outcome between monotherapy with entecavir and
combination therapy with lamivudine plus adefovir in the treatment of chronic hepatitis B. Methods: 261
chronic hepatits B patients, who received treatment in our hospital from October 2008 to March 2012, were
divided into HBeAg(+) group and HBeAg(-) group. Each group contains monotherapy and combination
therapy. Before and six months after treatment, the clinical data were recorded, including ALT normalization
rate, hepatitis B virus(HBV )DNA clearance rate, and HBeAg clearance rate, to compare the treatment
outcome between different therapys in each group. Results: After six months of treatment, the ALT
normalization rate(HBeAg(+)group: 75% vs75%; HBeAg(-)group: 89.7% vs 76.0% ) had no significant
difference between different therapys in both group(P>0.05). The HBeAg clearance rate(4.7% vs 9.4%)
showed no significant difference between the Entecavir only and lamivudine plus adefovir in HBeAg(+)
group(P>0.05). The HBV DNA clearance rate(HBeAg(+)group)82.8% vs62.5%(HBeAg(-)group: 97.4% vs
76.0% ) was significantly higher in entecavir only than in lamivudine plus adefovir (P<0.05). Conclusion:
Both monotherapy with entecavir and combination therapy with lamivudine plus aderovir produce a
good clinical effect in chronic hepatitis B patients. Monotherapy seems to have advantages in HBV DNA
clearance rate.
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