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Investigation of the clinical value of hepatitis B virus large envelope protein and its relationship with HBV DNA and ALT

Niu Wengiang ,Chen Jie
(Department of Clinical Laboratory, The Central Hospital of Xiaogan . Hubei 432100 ,China)

Abstract: Objective To explore the clinical significance of hepatitis B virus large protein(HBV-LP) in the diagnosis of viral
replication. Methods Serum samples were collected from 199 patients with HBV infection. HBV-LP and HBV markers were exam-
ined using enzyme linked immunosorbent assay(ELISA). HBV DNA was quantitatively detected by real-time polymerase chain reac-
tion. The level of alanine aminotransferase (ALT) was obtained by an automated biochemistry analyzer. Results No significant
difference of detection rates was found between HBV DNA and HBV-LP in patients with the same HBV markers. The positive
rates of HBV-LP and HBV DNA in patients with HBeAg were higher than those without HBeAg (92.45% ws 42. 04 % , P<C0. 05;
90.57% ws 38.85% ,P<C0.05). The average level of ALT in HBV-LP-positive patients was higher than that of HBV-LP-negative

ones. Conclusion There could be a perfect correlation between the positive rate of HBV-LP and HBV DNA,and HBV-LP could be

a reliable serological marker that can reflect the replication of HBV as well as liver function.
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