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Abstract : Objective
CD4" T cells to Th17 cells. Methods
MC) , then differentiated to Th17 cells by the stimulation of IL-18 and 1L.-23 series levels under the existence of TGF-8. The propor-

To investigate the influence of cytokines levels on the differentiation of human peripheral blood naive

Human naive CD4 " T cells were isolated from human peripheral blood mononuclear cells(PB-

tion of IL-17A™ cells was measured with flow cytometry. The expression levels of Th17 cell related factors,including 1L-17A, IL-
17F,RORYt,RORq and IL-23R,were determined with the fluorescent quantitative PCR. Results The proportion of IL-17A" cells
was significantly increased by the cytokine stimulation on human naive CD4™ T cells(from 0. 2% to about 1. 0%) , meanwhile the
expression levels of IL.-17A related cytokines were significantly elevated, the difference was statistically significant (P <C0. 05).
However, the stimulation of IL.-18 and 11.-23 series levels did not show significant dose-effect relation, the difference had no statisti-
cal significance(P>>0. 05). Conclusion The human peripheral blood naive CD4" T cells could be successfully induced to differenti-
ate to Th17 cells under the existing condition. But the differentiation efficiency is not high. Increasing the IL-18 and IL-23 levels
does not apparently increase the differentiation efficiency,and its specific reasons are urgently needed to be further investigated.
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