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Level of CD4'T, CD8'T and FoxP3*Tregs in the liver tissues of patients with chronic HBV infection
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Abstract Objective: To count the number of CD4*T, CD8*T and FoxP3*Tregs in the liver tissue of patients with chronic HBV infection
and compare the expression levels of CD4*T and CD8T cells in liver tissues in different immune status. Methods: The levels of CD4T,
CD8'T and FoxP3*Tregs were detected by the method of immunohistochemistry in 68 chronic HBV infection patients, and 30 individuals
without HBV infection as healthy control. Results: Compared with the non—-HBV infection group, the expression level of CD4'T, CD8'T and
FoxP3*Tregs were significantly higher in the chronic HBV infection group (P<0.001); In chronic HBV infection group, the numbers of CD4* T
and CD8T in immune clearance and active period were higher than the ones in the immune tolerance, and the liver tissue from immune
tolerance patients had lowest CD4'T and CD8T levels, but P>0.05 respectively. Conclusion: To some extent, the expression levels of CD4*T
and CD8'T cells in the immune tolerance, immune clearance phase, low copy phase and active period indicate the liver immune status; and

maybe FoxP3*Tregs are associated with chronic HBV infection.
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Fig1 Expressions of CD4'T, CD8'T and FoxP3*Tregs in the chronic
HBY infection group and healthy control group( HPF, x400 )
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Tab1 Levelsof CD4'T, CD8'T and FoxP3' Tregs in the chronic HBV
infection group and non-HBY infection

215 n CD4'T CD8T FoxP3*Tregs

JEHBV 4 30 1.2(0.2-3.1) 5.6 (2.3-13.5)  0.0(0.0-0.0)
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Tab 2 Levels of CD4'T,CDS8'T cells in the liver tissue at the different

stages of chronic HBV infection
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