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Clinical Significance of HBV Molecular Genotypes and Quantitative Serology Detection in Patients with Chronic Hepatitis B Gu Lijiang, Bu
Jinsong , Chen Jie. Department of Laboratory Medicine, Shangyu People's Hospital of Shaoxing City, Zhejiang 312300, China

Abstract Objective To characterize the molecular genotypes and quantitative serological biomarker, and to explore their clinical
significance in patients with chronic hepatitis B (CHB). Methods A total of 210 CHB patients were enrolled and HBV DNA loading,
HBV molecular genotypes, quantitative serological biomarker, and ALT were measured. Patients were grouped according to the natural
phases of HBV infection: HBeAg ( + ) immune tolerance, immune clearance, HBeAg ( — ) low replicative and reactivation phase. The
correlation was analyzed between molecular genotypes and serological biomarkers, HBsAg and other biomarkers. Results Subgenotypes
B2 with high level of HBV DNA and C2 with middle level of HBV DNA were found to be most prevalent. The positive rates were 59. 0%
(B2) and 25.2% (C2). Patients genotype with B showing more potent viral activity. Subgenotype B2 was sinificantly corelated with HB-
sAg, HbeAg, and ALT levels(P <0.01), but there was no statistical difference for subgenotype C2. There was statistical difference be-
tween positive rates of subgenotypes( P >0.05), but HBsAg level was found to be significantly correlated with HBV DNA, HBeAg, ALT
levels during some phases of CHB. Conclusion Molecular genotyping and quantitative serological biomarkers detection might be helpful
for earlier prediction of the long — term disease outcomes in patients with CHB.
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