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Relationship between HBV infection and HIV,HCV and TP infection in certain area”
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Abstract: Objective To explore the relationship between hepatitis B virus(HBV) infection and human immunodeficiency virus
(HIV) , hepatitis C virus(HCV) and Treponema pallidum(TP) infection in this area,and to provide reference for prevention,control
and treatment of related diseases. Methods Detected results of HBsAg,anti-HIV,anti-HCV and anti-TP among individuals from
outpatient department,inpatient department and physical examination center in recent six months were retrospectively analyzed, and
the relationship between HBsAg and anti-HIV,anti-HCV and anti-TP was also analyzed. Results The positive rate of anti-HIV in
HBsAg-positive subjects was higher than that in HBsAg-negative subjects(P<C0. 01) ,but compared with HBsAg-positive subjects,
the infection rate of TP was relatively higher in HBsAg-negative subjects(P<C0. 01). There was no correlation between the infection
of HBV and HCV(P>0. 05). Double infection was evidently related to HBV infection( P<C0. 05) , especially between HCV/TP
double infection and HBV infection (P <C0. 05), but there was no correlation between HIV/HCV double infection and HIV/TP
HIV in-
fection might be dominantly correlated to HBV infection,and HCV/TP double infection might also be related to HBV infection.
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double infection and HBV infection(P>>0. 05). In all investigated subjects,no triple infection case was found. Conclusion
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