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Abstract:Objective To analyze the correlation between liver function indexes and immunohistochemistry
in liver tissue in patients with chronic hepatitis B (CHB). Methods A total of 148 patients with CHB who
were treated in our hospital from February 2016 to February 2018 were selected. They were divided into two
groups according to whether they had formal antiviral treatment. And 86 patients who were not treated with
regular antiviral therapy were selected as control group,62 patients undergoing regular antiviral therapy were
selected as observation group. Albumin (ALB) ,aspartate aminotransferase (AST) ,total bilirubin (TBil.) and
alanine amino ALT content were analyzed by automatic biochemical detecting, HBV-DNA in serum and ccc
DNA in liver tissue were detected by fluorescence quantitative PCR. The correlation between degree of fibrosis
in liver tissue and CCC DNA and HBV DNA in liver cells of the two groups was analyzed,and HBV DNA
changes in hepatocytes before and after treatment were analyzed. Results HBV DNA in serum and hepatocyte
ccc DNA of HBeAg-negative patients were significantly lower than those of HBeAg-positive patients in the
control group(P<C0. 05). There was no significant difference in ALT levels between HBeAg positive and nega-
tive patients,there was negative correlation between liver cell HBV DNA and ccc DNA and liver fibrosis (r=
—0.213,—0.524,P<C0.05). There was no correlation between serum ALT and liver fibrosis (+=0.025,P>
0.05),and there was no correlation between HBV DNA and ccc DNA and serum ALT in liver cells (r=
0.066,0.041,P>0.05) ;ccc DNA and HBV DNA in liver cells of the observation group after antiviral treat-
ment was significantly lower than the control group, and the difference was statistically significant (P <C

0. 05). Conclusion There is no correlation between intrahepatic viral replication and HBV DNA content,and
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there is a negative correlation between intracellular ccc DNA content and hepatic fibrosis.
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