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Analysis on clinical application value of HBV Pre-S1 antigen and HBV-DNA
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Abstract: Objective To investigate the clinical value of HBV Pre-S1 antigen and HBV-DNA in the diag-
nosis of HBV infection. Methods From June 2017 to March 2019,206 cases of hepatitis B patients and health
checker in Xi'an Gaoxin Hospital and People's Hospital of Tongguan County were selected. Among them,125
cases were HBV-DNA positive (41 cases with positive HBeAg were included in HBeAg positive group,84 ca-
ses with negative HBeAg were included in HBeAg negative group). Analysis serum HBV Pre-S1 antigen,
HBV-DNA in patients with different positive markers, compared HBV Pre-S1 antigen, HBV-DNA between
HBeAg positive group and HBeAg negative group,as well as hepatitis B patients before and after lamivudine
treatment. Results Before treatment, among the patients with positive HBsAg, HBeAg and HBcAb at the
same time,the positive rates of HBV-DNA, HBV Pre-S1 antigen, HBV PreS1 antigen combined with HBV-
DNA were higher than those in patients with other positive markers. Before treatment, the positive rates of
HBV-DNA,HBYV Pre-S1 antigen, HBV Pre-S1 antigen combined with HBV-DNA in HBeAg positive group
were higher than those in HBeAg negative group (P<C0. 05). After treatment, the positive cases of HBeAg,
Pre-S1 antigen and HBV-DNA were less than those before treatment (P <C0. 05),and the positive cases of
HBeAb were more than before treatment (P<C0. 05). Conclusion Pre-S1 antigen could be used as an impor-
tant index in the detection of hepatitis B virus.
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