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HCYV coinfection with HBV impact the level of nucleic acid
and HBsAg of HBV in serum
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Abstract: To analyze and evaluate the effect of HCV coinfection on clinical indicators of HBV-infected patients. 152
individuals with HBV infection from intravenous drug users were enrolled. 52 individuals were HBV/HCV co-infected and
100 individuals were mono-HBV infection. Serum ALT and AST, HBsAg, HBeAg, anti-HBe, HBV DNA and anti-HCV
IgG, HCV RNA were measured. The results showed that there was no significant difference in ALT and AST levels between
the two groups (P=0.097, P=0.184) ; The positive rate of HBV DNA in the co-infection group was lower ( P=0.004)
compared with mono-HBV infection, and the HBsAg level and HBV DNA load in co-infection group were lower than those
of mono-HBV infection (P=0.020, P=0.031) ; there was a positive correlation between HBV DNA and HBsAg in mono-
HBYV infected individuals (r=0.752, P<0.001), but the correlation is weakened in coinfected individuals(r=0.387, P=
0.042). The results of this study suggested HCV coinfection significantly impact HBV replication and HBsAg secretion,
which may indicate that HCV coinfection interfere with HBV replication.
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