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Correlation between Genotype and T —lymphocyte and Activated T — lymphocyte Subsets in Chronic Hepatitis B. Zhang Songping, Wang
Ying, Chen Gongying. Department of Open Laboratory, The Sixth People’ s Hospital of Hangzhou ,Zhejiang 310014 ,China

Abstract Objective To investigate the correlation between genotype and T — lymphocyte and activated T — lymphocyte subsets in
chronic hepatitis B. Methods Totally 175 chronic hepatitis B patients and 43 healthy blood donors were enrolled in the study. The T -
lymphocyte subsets(CD3 *,CD3 " CD4 " and CD3 " CD8 * ) and activated T — lymphocyte subsets( CD3 * HLA - DR* ,CD4 * HLA - DR "
and CD8 © HLA — DR ™) were detected by flow cytometry. HBV genotypes was detected by a real time fluorescence PCR and HBeAg was
detected by chemilumine — scence method. Results Compared with the B genotype HBeAg( + ) group, the percentage of CD8 cells was

increased in C genotype patients. While there was no difference in the percentage of CD3,CD4 cells and activated T — lymphocyte subsets
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with B genotype group and C genotype group. Conclusion There was certain relation between different genotype and cellular immune in

chronic hepatitis B patients, especially CD8 cells.

Key words Chronic hepatitis B; Lymphocyte; HLA — DR antigens; Genotype
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