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[ Abstract |
(LHBs) by detecting LHBs. Methods The LHBs were detected by using enzyme linked immunosorbent assay
(ELISA). Surum HBV DNA was detected by using real-time polymerase chain reaction (RT-PCR) and ELISA

was used to detect the HBV markers in 257 serum samples from hepatitis B patients. Results

Nanjing University School of Medicine , Istitute of Med-

Objective To explore the clinical significance of Hepatitis B virus large surface protein

No significant
difference was found between the positive rate of LHBs and that of HBV DNA (P >0.05). The positive rate of
LHBs was 83.12% ,which was higher than that of HBeAg which was 54.63% . There was significant diference
(P<0.05). Conclusion The level of serum LHBs can be used to estimate the state of HBV replication and

the sensitivity was superior to HBeAg. It may be used as a new serological maker to detect HBV replication, es-

pecially in HBeAg negative patients.
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