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[ Abstract] Objective
with ankylosing spondylitis(AS). Methods

To study the expression and significance of Th17 cells in peripheral blood of patients
The venous blood specimens of peripheral blood mononuclear cell( PB-
MC) were collected from 20 patients with AS and 15 healthy persons. Intracellular flow cytometry detection of 11.-17,
IFN-vy and IL.-6 was established by using Anti-CD3/Anti-CD28 as stimulators after isolation of untouched human
CD4™" T cells from PBMC. Results The isolation of untouched human CD4" T cells from PBMC was effective and its
purity was over 90 %. The percentage of intracellular IL.-17 in CD4" T cells from AS patients increased significantly.
Such percentage in AS active group was higher than that in AS stable group and control group(P<C0. 01). Under An-
ti-CD3/ Anti-CD28 stimulation,the percentage of intracellular IL.-17 increased as well. The percentage of intracellular
IFN-y was similar to that of IL-17. Conclusion There is an abnormal expression of 1L-17 and IFN-vy in human CD4*
T cells from AS patients,suggesting that Th17 cells together with Thl cells participates the pathogenesis of AS.
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