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Correlation analysis of HBeAg mode and HBV DNA level in patients with HBV infection
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Abstract: Objective To investigate the relationship between HBV DNA level and HBeAg mode in patients with HBV infec-
tion. Methods HBV DNA was detected with fluorescent quantitative PCR (FQ-PCR) and serum markers of HBV was determined
with ELISA in serum samples from 120 suspected cases of hepatitis B. The correlation between the results of the two methods was
analyzed. Results The detecting rate of HBV DNA was 87. 9% (58/66) in HBeAg positive group and 57. 4% (31/54)in HBeAg
negative group. When HBV DNA less than 10° IU/mL or more than 10’ TU/mL,the HBV DNA levels were not significantly differ-
ent between HBeAg negative and positive group (P>>0. 05). When HBV DNA contents range up to 10° — 10" TU/mL, the HBV
HBV DNA may appear in HBeAg negative

patients. Therefore, the two methods should be simultaneously performed for the detection of HBV infection to promote the detec-

DNA levels were significantly different between the tow groups(P<C0. 05). Conclusion

ting rate and provide more reliable evidence for judgment of HBV infection, duplication and infectivity and its treatment in clinical

practice.
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