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Abstract: Objective To compare the efficacy of pegylated interferon a—2b (Peg—IFNa-2b) alone and combined with nucleoside analogues drugs
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(NAs) in the treatment of HBeAg—positive chronic hepatitis B (CHB).Methods A total of 69 patients with HBeAg—positive CHB who were treated in
Shenzhen Third People’s Hospital from January 2017 to December 2020 were enrolled. According to the treatment plan, they were divided into single
drug treatment group (30 cases) and combined treatment group (39 cases). The single drug treatment group was treated with Peg—IFNa-2b alone, and
the combined treatment group was treated with Peg—IFNa—2b combined with NAs. The negative conversion rate of HBVDNA, negative conversion rate
of HBeAg, decline of HBsAg, normalization rate of ALT and decline of eGFR were compared between the two groups at 12, 24 and 48 weeks of
treatment.Results The negative conversion rate of HBVDNA in the combined treatment group at 24 and 48 weeks was higher than that in the single
drug treatment group, and the difference was statistically significant (P<0.05); there was no significant difference in HBeAg negative conversion rate,
HBsAg decline, ALT normalization rate and eGFR between the two groups (P>0.05).Conclusion Compared with Peg—IFNa-2b alone, combined
nucleoside (acid) therapy can improve the virological response rate of HBeAg positive chronic hepatitis B patients.
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