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[Abstract] Objective
Methods
method. Results

To explore the relationship between HBV-DNA and HBV immune markers in serum.
HBV-DNA in the serum was determined by FQ-PCR and serum HBV markers were tested by ELISA
The levels of A,B,C,D groups with HBV-DNA (+) were 94. 4% ,89. 0% ,100. 0% ,58. 0% re-
spectively. Conclusion Detection of HBV-DNA and HBV-M can exactly show the reproduction of HBV,and help to

diagnose and treat the disease in clinic.
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