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[ Abstract] Objective To observe the long-term outcomes of nucleos(t)ide therapy in patients
with chronic hepatitis B (CHB) and to compare the response and drug-resistance between patients in entecavir
(ETV) group and lamivudine/telbivudine (LAM/LAT) group. Methods  Total of 52 patients with CHB were
enrolled, with follow-up of 168 weeks. The viral response and biochemical response were detected every 12
weeks. Results At the 48th, 96th and 144th week in treatment, the rates of HBV DNA undetectable were
72% (18/25), 90% (9/10) and 62.5% (5/8) in LAM/LAT group, while 76.9% (10/13), 100% (5/5) and 100%
(5/5) in ETV group, respectively. The rates of ALT normalization were 80% (12/15), 57.1% (4/7) and 60%
(3/5) in ETV group and 86.4% (19/22), 100.0% (11/11) and 88.9% (8/9) in LAM/LAT group, respectively. At
the 144th week, the rates of HBeAg seroconversion in ETV group and LAM/LAT group were 25% (1/4) and
66.7% (4/6), respectively. No virological breakthrough was observed in ETV group. However, seven (7/28,
25%) patients developed virological breakthrough in LAM/LAT group, among whom 4 patients were detected of
drug-mutations. Conclusions Continuous treatment with nucleos(t)ide over 3 years was associated with high
rates of HBV DNA undetectable and ALT normalization in patients with chronic hepatitis B. Less drug-resistant
mutations developed in ETV group, while more HBeAg seroconversion was found in LAM/LAT group.
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