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[ Abstract] Objective To compare the therapeutic effects of entecavir and interferon for chronic
hepatitis B patients with HBeAg-positive. Methods The 69 cases were divided into two groups, entecavir
group (46 cases) and interferon group (23 cases). The serum of HBeAg-positive patients with chronic
hepatitis B who accepted entecavir or interferon antiviral therapy for 12, 24, 36 and 48 weeks were collected.
Meanwhile, the amounts of HBV DNA, HBeAg, HBeAb, serum alanine aminotransferase were detected,
respectively. Results At 12, 24, 36 and 48 weeks, the ratio of serum HBV DNA lower than the detection limit
of entecavir group (82.6%, 97.8%, 97.8% and 97.8%) were significantly higher than those of interferon group
(34.8%, 43.5%, 47.8% and 52.2%) (* = 15.8, 24.7, 21.9, 19.2; P all = 0.00). At 24, 36 and 48 weeks, HBeAg
negative conversion rates of patients in interferon group (34.8%, 39.1% and 43.5%) were significantly higher
than those of entecavir group (4.3%, 10.9% and 17.4%) ()(2 =09.1,5.9, 54; P=0.00, 0.01, 0.02). At 24, 36
and 48 weeks, HBeAg seroconversion rates of interferon group (26.1%, 30.4% and 30.4%) were significantly
higher than those of entecavir group (4.3%, 4.3% and 8.7%) (¥’ = 5.1, 7.0, 3.9; P = 0.02, 0.00, 0.04). At 12,
24, 36, 48 weeks, ALT normalization rates of patients in entecavir group (87%, 97.8%, 100% and 100%) were
higher than that of interferon group (34.8%, 73.9%, 73.9% and 65.2%) (* = 19.7, 7.2, 10.1, 14.9; P all = 0.00).
Conclusions HBeAg-positive patients treated by entecavir could obtain higher ratio of serum HBV DNA
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lower than the detection limit, and those who accepted interferon could obtain higher rates of HBeAg

negative conversion rate and seroconversion rate.
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