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[ Abstract] Rheumatoid arthritis (RA) is a chronic, progressive autoimmune disease characterized by
dysregulated immune response and genetic factors. Regulatory T cells (Tregs) are a special type of immune
cells that play a crucial role in suppressing and regulating the activity of other immune cells to maintain immune
system homeostasis and have been implicated in the pathogenesis of RA. Studies have shown that quantitative
and functional impairment of Tregs in RA patients, leading to immune dysregulation. Restoring Treg function
and quantity holds promise as a therapeutic strategy for RA. This review provides an overview of the latest ad-
vances in research on Treg cells in RA, with a focus on therapeutic strategies aimed at restoring Treg function
and quantity. The aim is to provide insights and guidance for improving the therapeutic effect of RA and promo-
ting further research and clinical application in this field.
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YL X BRI R RS RA FRELRJRA G, TS
Th17 4RI INICIG, Sy ArHl b, 42 32 iG]



130 ARG R S S 25 R I 2 2025 4E 4 45 19 %52 18] Chin J Allergy Clin Immunol, April 2025, Vol. 19, No.2

i IL-2 0TI RA JREPURME Treg 40 Y 248 X %k
BN T 3 %, HAh CD4 T 4 MY B H 3
T2 f5C, BeAh, BRI IL-2 YT R A RA
B, HPRIE S AR B KO B B TR,
XFF i 2 B AR Wil R 25 DMARDs  ( biologic
DMARDs, bDMARDs) RXEIAPE RA, K5 & 1L-2
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DI ST b B AN B340 B PR L SR S
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U0, SN2 BEE T LA Thi7/Treg FLAE AL,
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UEAl, O H RE 35 BRI S 4 i R 7 (IL- 17,
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TWT F1 TGT, Fph i F 5 5 HAth 25 9 86 4 ff
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Tab.1 RA related treatment strategy and progress
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