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[ Abstract] Objective The correlation between the quantity of HBV ccc DNA and tDNA, HBsAg,
HBcAg in the hepatocytes of chronic hepatitis B patients and the clinical significance were analyzed,
retrospectively. Methods Patients in this study were divided into two groups: nonantiviral therapy group
(58 cases) , antiviral group (4 patients with chronic hepatitis B after nucleos(t) ide therapy). The quantity
of HBV ccc DNA and tDNA in the hepatocytes of the two groups were detected by FQ-PCR, the levels of
HBsAg, HBcAg in the hepatocytes were identified by immunohistochemistry. The correlation between
quantity of HBV ccc DNA and tDNA, HBsAg, HBcAg in the hepatocytes of chronic hepatitis B patients were
analyzed by SPSS 13. 0 software. Results There were no significant difference between the quantity of HBV
ccc DNA, tDNA in the hepatocytes and the expressive mode of HBsAg, HBcAg (P > 0.05). There was a
significant positive correlation between the quantity of HBV ccc DNA and HBV tDNA in the hepatocytes
(P<0.01). Patients accepted nuclesos (t) ide analogue therapy over 2 years and reached the criteria of
therapy endpoint in China guideline for hepatitis B patients. The quantity of HBV ccc DNA and tDNA in the
hepatocytes were lower than that of the patients without antiviral therapy, but the HBV ccc DNA and tDNA in
the hepatocytes could be detected yet. Conclusions There were no regularity between the quantity of HBV
ccc DNA, tDNA in the hepatocytes and the expressive mode of HBsAg, HBcAg. HBV ccc DNA in the
hepatocytes could not be cleared completely through nucleoside analogue therapy for 2-3 years.
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