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Expression of Th17/Treg and Related Cytokines in Patients with Takayasu Arteritis.  Jia Wen,Wang Xia,Bai Huanhuan ,et al. Depart-
ment of Rheumatology, The Second Hospital of Shanxi Medical University ,Shanxi 030000, China

Abstract Objective To study peripheral blood helper T cells 17 (Thl7 cells) , regulatory T cells ( Treg cells), interleukin — 6
(IL -6), interleukin = 10 (IL - 10) , interleukin =17 (IL =17 ) and tumor necrosis factor — « ( TNF — ) in patients with takayasu arteri-
tis (TA) and its relationship with disease activity. Methods A total of 46 TA patients and 43 gender — age — matched healthy controls
were enrolled. According to the NIH standard, 30 patients were in active group( NIS=2). Flow cytometry combined with absolute number
counting beads was used to detect the absolute numbers and ratios of Th17 and Treg cells in peripheral blood of all subjects. Magnetic
bead - based multiplex immunoassay was used to detect cytokines and statistical analysis was performed. Results Compared with the
healthy controls, the absolute number and proportion of peripheral Treg cells of TA patients significantly decreased while those of Th17
cells increased significantly, leading to the increased ratio (imbalance) of Th17/Treg,and the difference was statistically significant( P <
0.05). Compared with the inactive group, the TA active group had significantly increased IL — 6 ,IL — 17and TNF — «, IL — 10 was signif-
icantly decreased, and the difference was statistically significant( P <0.05) . There was no significant difference in the expression of Th17
cells and Treg cells between active and inactive group( P >0.05). ROC results showed that the area under the curve (AUC) predicted by
IL-6, IL-10, IL =17 and TNF - « was 0.806, 0.694, 0.704 and 0.767. Conclusion Th17 cells, Treg cells and Th17/Treg ratio in
peripheral blood of patients with takayasu arteritis were correlated with the incidence of the disease, but not with the disease activity. IL —
6, IL-17, IL -10, and TNF — « can predicted TA disease activity.
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