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Study on the Imbalance of CD4 * CD25"2" Regulatory T Cells/Th17 Cells in the Peripheral Blood of Patients with Systemic Lupus Erythema-
tosus. Ma Jilin, Cai Long, Shi Huaping, Zhou Hongjuan,Liu Xiaoxian,Wang Wei, Zheng Hongxia,Yu Jianning. Department of Rheu-
matology, Immunology and Nephrology ,Zhejiang Traditional Chinese Medicine and Western Medicine Hospital, Zhejiang 310003 , China

Abstract Objective To investigate the frequency of CD4 * CD25"" T cells and Th17 cells in the peripheral blood of systemic lu-
pus erythematosus ( SLE) patients, and to explore the role of CD4 * CD25" regulatory T cells/Th17 cells imbalance in the pathogenesis of
SLE. Methods Peripheral blood mononuclear cells (PBMC) from 52 patients including 38 active SLE and 22 healthy controls were
stained for CD4, CD25 and intracellular IL — 17. Cells were examined for 3 - color staining on the Epics XL — MC and data were analyzed
using EXPO32 software. Disease activity was assessed by systemic lupus erythematosus activity index (SLEDAT). Results The frequen-
cy of CD4* CD25""T cells and Th17 cells was not correlated to SLE development and the disease activity (P >0.05), but the ratio of
CD4 " CD25""T cells and Th17 cells in active SLE patients was significantly lower than that in inactive SLE patients and healthy controls
(P <0.05). Moreover, this ratio was inversely correlated with the SLEDAI scores (P <0.05). Conclusion This study demonstrates

that the ratio of CD4 * CD25"*" Treg cells to Th17 cells is decreased in the peripheral blood of active SLE patients. The imbalance between

Treg cells and Th17 cells may play an important role in the pathogenesis of SLE.
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