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[Abstract] Objective To investigate the positive rat of HBV DNA, and the value of detection with HBV
DNA, sera viral marker,five index of hepatitis B and hepatic function in clinical. Methods 296 cases with HBV were
detected about HBV-DNA, sera viral markers and hepatic function by real-time fluorescence quantitative PCR(FQ-
PCR). Results 99 cases were diagnosed as HBeAg(—+)carrying HBV-DNA (1. 21 X 10" copy/mL) ,and the positive
rat of HBV-DNA was 100%. 4 of 58 cases with HBsAg(—) were found to be positive HBV-DNA infection. The pos-
itive rat of HBV-DNA in the patients with HBeAg(—) was significantly lower than t patients with HBeAg(+) (P<<
0.01). The positive rat of HBV-DNA in the patients with normal hepatic function was significantly lower than pa-
tients with abnormal hepatic function(P<C0. 01). Conclusion FQ-PCR is a valuable tool for the detection of HBV in
the clinical,and it can be used to detect the status of HBV-DNA in a short time. It is better to diagnose type B hepati-
tis by HBV-DNA combined other detections,such as sera viral marker,five index of hepatitis B and hepatic function
at the same time.
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2.2 HYbiAMHEHSHIAN %S FPG.PBG & HbAlc Lt
BoWAERH TR FE L (P>0.05), L3 2.
K2 MEAMHEASHEAELIERENER ()

2 5 n  FPG(mmol/L) PBG(mmol/L) HbAlc(%)
oA BH 1 41 86 7.1942.01  12.114+2.09  6.86=+0.87
PoikBAMEH 126 7.014+1.62  11.56+1.94  6.6140.76
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