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Abstract ; Objective
in patients with Hashimoto thyroiditisCHT) ,and to discuss the role of Th17 and Treg cells in the pathogenesis of HT. Methods

To examine the serum levels of I.-17 , TGF-8 and the proportion of peripheral of Thl7 cells and Treg cells

Flow cytometric assay were used to analyse the percentages of Th17 and Treg cells in 42 cases of HT patients and 20 normal con-
trols. The levels of 1L-17 and TGF-§ in plasma were measured by enzyme linked immunosorbent assay(ELISA). Results The per-
centages of Th17 cells in patients with HT was significantly higher than that of normal controls(P<C0. 01)and the Treg percentages
decreased obviously(P<C0. 01). The serum levels of IL-17 were higher than control(P<C0. 05) , serum concentrations of TGF-§ is a
little lower than controls,but there was no statistical difference(P>>0. 05). Conclusion Th17 and Treg cells may play an important
role in the pathogenesis of HT. The examination of Th17/Treg cells can be used in the survey of disease state and curative effect of
HT.
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