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[Abstract] Objective To determine the production and frequencies of CD8" memory T cells
from patients with chronic infection of hepatitis B virus (HBV) and subjects recovering from acute
hepatitis B. Methods A total of 26 patients with chronic hepatitis B who were hospitalized in the second
Hospital of Nanjing from November 2011 to April 2014 and 16 subjects recovering from acute hepatitis B
during same time period were recruited in the study. The CD8" memory T cell subsets were analyzed by
CD8, CD27, CCR7 and CD45RA staining and flow cytometry. Results In comparison to healthy subjects
and patients recovering from acute hepatitis B, chronic hepatitis B patients showed higher percentages of
naive CD8* T lymphocytes, and lower percentages of Central memory T cell(Tcy), effector memory T
cell(Tgw). The frequencies of CD8" Central memory T cell (Tcy) subset were increased in patients
recovering from acute hepatitis B, compared with healthy subjects. The frequencies of terminal effector
memory was found to be significantly higher in patients with viral load (VL) greater than 107 lU/ml than in
those VL<10" 1U/ml. The ability of CD8" T cell differentiation showed a negative correlation with disease
activity as measured by serum alanine aminotransferase(ALT). Conclusion There are significant
difference in frequencies of antigen-specific CD8" Ty and Tew among people with chronic hepatitis B and
recovering from acute hepatitis B, which may be correlated with antigen load in vivo and antigen specific
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cellular immune responses. This may result in impairment of the generation of functionally competent

memory cells, and an inability to achieve control of HBV replication.
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