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Abstract; Objective To explore the state of latent HBV infection and the laboratory features in patients with C hepatitis in
Kunming. Methods ELISA was performed in 244 cases of anti-HCV (IgG)-positive serum for analysis of HBV serum markers
(HBVM) , while the activity of alanine aminotransferase(ALT) and bilirubin(Bil) were also detected. HBsAg-negative specimens
were selected for qualitative and quantitative detection of HBV DNA. Results Among the 244 cases, 198 cases were HBsAg-posi-
tive, but with 76 cases positive with HBV DNA. The latent HBV infection rate in patients with C hepatitis was 31.15%(76/244),
with five kinds of HBVM, including anti-HBs(+) ,anti-HBe(+) and anti-HBc(+) (group A,n=4),anti-HBe(+) and anti-HBc
(+) (group B,n=40) ,anti-HBs(+) and anti-HBc(+) (group C,n=5) ,anti-HBc(+) (group D,n=24), HBVM whole negative
(group E.n=23). Proportion of group B and HBV DNA content in group D were the highest(P<C0. 05). 90. 8% (69/76) of patients
were with increased level of ALT and Bil. Older male were susceptive for C hepatitis combined with latent HBV infection. Conclu-
sion The incidence of latent HBV infection might be high in patients with hepatitis C in this region.with a variety of HBVM. HBV
DNA detection could be very important for the accurate judgment of HBV infection in patients with C hepatitis.
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