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The changes of peripheral blood T lymphocyte subset in the patients of HIV concurrent infection with HBV/HCV
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Abstract: Objective To Analyze of the change character of peripheral blood T lymphocyte subset in the patients of HIV con-
current infection with HBV/HCV, and investigate the immune function of these patients. Methods Three color Flow cytometry
was used to determine the peripheral blood total T cell, CD4" T cell, CD8" T cell and calculate CD4" T/ CD8" T in 26 patients of
HIV concurrent infection with HBV/HCV (concurrent infection group), 35 patients with HIV only(simple infection group) and
194 health people(control group). Results The peripheral blood total T cell, CD4" T cell, CD8" T cell and CD4" T/ CD8" T in
simple infection group were 66,4244, 11,27, 7442, 34,47.72%+3. 86 and 0. 74=+0. 19,0r concurrent infection group were 54. 76+
3.42, 22.3141.87, 58.23744.62 and 0. 3340. 12;and control group were 69. 98=+5.79,35. 2545, 16,25. 08+4. 34 and 1. 45+
0. 28. Significantly higher percentage of CD8" T lymphocyte, lower of CD4™ T lymphocyte and CD4™ /CD8™ ratio in simple infec-
tion group were found , comparing to those in controls (P<C0. 05 or P<C0.01). It was also demonstrate that in the group of con-
current infection, the percentage of total T lymphocyte, CD4™ T lymphocyte and CD4" /CD8" were lower and CD8" T lymphocyte
was higher than those in simple infection group and control group (P<C0. 05 or P<C0. 01). Conclusion Concurrent infection with
HBV and HCV in patient of HIV infection will aggravate immune disorder; Detection of peripheral blood T lymphocyte subset can
be used to differential diagnosis. patients’ condition motion and prognosis judgment in patients of HIV/HBV/HCV multiple infec-
tion.
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