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[ Abstract]  Objective To evaluate the efficacy and safety of entecavir combined with adefovir for pa-
tients with chronic hepatitis B ( chronic HBV') who were resistant to combined administration of lamivudine and
adefovir. Methods In total, 124 chronic HBV patients who yielded poor response to lamivudine combined
with adefovir were divided into study (n =70) and control groups (n =54). In the control group, original
treatment was delivered. In the study group, entecavir combined with adefovir was administered. HBV DNA vi-
ral load and resistance mutation site during lamivudine administration and upon drug resistance were retrospec-
tively analyzed. The conversion rate of serum HBV DNA and HBeAg, and the positive rate of anti-HBe were
observed for 12 months between two groups. Results HBV DNA viral load and resistance mutation site during
lamivudine administration and upon drug resistance did not significantly differ between two groups (all P >
0.05). In the study group, the negative rate of HBV DNA was 74% , 100% and 100% at 6, 9 and 12 months
after treatment, significantly higher compared with that in the control group at corresponding time point (all P
<0.05). In the study group, the negative rate of HBeAg at 9 and 12 months was 43% and 49% , significantly
higher than that in the control group (both P <0.05). The positive rate of anti-HBe at each time point did not
significantly differ between two groups (all P >0.05). Conclusion Entecavir combined with adefovir is an
efficacious treatment for chronic HBV patients who are resistant to combined administration of lamivudine and
adefovir.
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