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Clinical significance of Pre-S1 antigen detection for gestational HBV infection
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Abstract : Objective To investigate the clinical significance of pre-S1 antigen(Pre-S1) detection for gestational hepatitis B virus

(HBV) infection. Methods

polymerase chain reaction were performed for the detection of Pre-S1, serum markers of HBV and HBV DNA respectively in 120

Enzyme linked immunosorbent assay, time resolved fluoro-immunoassay and fluorescent quantitation

cases of patients with gestational HBV infection,and the results were statistically analyzed. Results In total 120 cases,35 cases
were positive with HBsAg, HBeAg and HBcAb(Group A) ,44 cases were positive with HBsAg, HBeAb and HBcAb(Group B) and
41 cases were positive with HBsAg for other models (Group C). In group A, the positive rates of Pre-S1 and HBV DNA were
91.4% and 87. 7% ,higher than other groups(P<C0. 05) ,in group B were 68. 1% and 59. 1% ,higher than Group C(P<C0. 05) ,and
in Group C were 34.1% and 19.5%. Conclusion Serum level of Pre-S1 was correlated with HBV DNA and HBeAg in pregnant

woman, which could serve for the judgment of HBV replication and infectivity ., with significant value for preventing intrauterine in-

fection and antepartum and postpartum transmission.
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