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Abstract: Objective To identify differences in clinical characteristics among treatment-naive chronic hepatitis B (CHB) patients who achieved clinical cure
under three antiviral strategies—interferon monotherapy, nucleos(t)ide analogues (NAs) monotherapy, and their combination-and to determine factors
independently associated with cure outcomes. Method’s A single-center retrospective cohort study was conducted using data from Peking University
Shenzhen Hospital (January 2018 to December 2023). Among 2,535 initially enrolled treatment-naive CHB patients, 832 met eligibility criteria and
were stratified into three groups: pegylated interferon-a (Peg-IFN-a) monotherapy (n=68), Peg-IFN-a plus NAs (n=95), and NAs monotherapy (n=669).
Descriptive statistics and multivariate logistic regression were applied. Resufts In the combination group, quantitative HBcAb showed an independent
negative association with clinical cure (OR=0.611, 95%Cl:0.391~0.954, P=0.03). In the NAs monotherapy group, quantitative HBsAb showed an independent
positive association (OR=1.005, 95%Cl:1.001~1.010, P=0.028). No other baseline variables reached statistical significance. Conclusion For treatment-naive
CHB patients receiving Peg-IFN-a plus NAs, higher baseline HBcAb levels predict a greater chance of clinical cure. Conversely, for those receiving NAs
monotherapy, higher baseline HBsAb levels paradoxically reduce the likelihood of clinical cure.
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