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Analysis of the variations of T-lymphocyte subsets in peripheral blood in
chronic hepatitis B patients after the therapy of Lamivudine”
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Abstract; Objective To investigate the variations of T-lymphocyte subsets in peripheral blood in chronic hepatitis B patients
after the therapy of Lamivudine. Methods Flow cytometry was used to detect the peripheral blood T-lymphocyte subsets in 154 pa-
tients of chronic hepatitis B who were divided into two groups according to the expression of HBeAg - the positive group and the
negative group. The variations of HBV-DNA , HBeAg, liver function,CD4" and CD8" T cells in the patients were detected after a 24
weeks therapy of Lamivudine. Results Either in positive group or negative group, the percentage of CD4" T cells was lower, but
higher in CD8" T cells,and both of the two groups had statistical differences compared with controls (P<C0. 05). After the antiviral
therapy by Lamivudine for 24 weeks,60. 2% patients’ HBV-DNA and HBeAg became negative and the expressions of ALT and
AST also obviously degraded in HBeAg positive group,meanwhile the expressions of CD4" and CD8" T cells were increasing and
had significant differences compared with pre-therapy (P<C0.05) and in the HBeAg negative group,the expression of HBV-DNA,
ALT and AST significantly degraded and the clinical symptoms also improved, furthermore the expression of CD4" T cells obvious-
ly increased (P<C0.05). In addition, the analysis result of T-lymphocyte subsets in peripheral blood showed that the expressions of
CD4" T cells and CD8" T cells degraded in the 5 patients whose conditions were not effectively controlled. Conclusion T lympho-
cyte played extremely important role in the course of disease with hepatitis B virus and Lamivudine could enhance cellular immunity
of the patients,and improve the expression of CD4™ T cells and CD8" T cells.
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