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[Abstract] Objective To study on the changes of the pattern of intrahepatic HBcAg distribution at
different phases of patients with chronic HBV infection, and further to reveal the immune rules of the HBV
infection. Methods Patients with confirmed chronic HBV infection were included in this study. Referring
to Guidelines for Chronic Hepatitis B in China (version 2010), participants were classified into four phases,
detailed as immune tolerant phase, immune clearance phase, low or non-replicative phase and reactivation
phase. The pattern of intrahepatic HBcAg distribution at different phases of chronic HBV infection were
analyzed. Results Total of 637 patients were recruited, including 501 (78.6%) males and 136 (21.4%)
females. There were 101 patients at immune tolerant phase, 248 patients at immune clearance phase, 119
patients at low or non-replicative phase and 169 patients at reactivation phase, respectively. The significant
difference was determined in the distribution types of HBcAg among the four phases (° = 347.975, P <
0.0001). The main patterns of HBcAg distribution in the liver were nucleic type plus mixed type (89.1%),
cytoplasmic type plus mixed type (74.6%), negative type (89.1%) and cytoplasmic type plus negative type
(73.4%) in the four phases, respectively. Conclusions The pattern of HBcAg distribution changed from the
nucleic to cytoplasmic to negative to cytoplasmic during the natural history of chronic HBV infection. The
pattern of HBcAg distribution, in some way, may act as an important indicator of the phase of chronic HBV
infection.
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