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[ Abstract |

and there are significant gender differences in its occurrence. The misdifferentiation of helper T (Th) cells and abnormal infiltration of

Rheumatoid arthritis (RA) is a chronic autoimmune inflammatory disease whose etiology is not completely clear,

synovium play an important role in the occurrence and development of RA. Sex hormones significantly affect cellular immune response
and modulate the disease process in RA. Therefore, in the context of the immune regulation of sex hormones and the plasticity of Th
cells, we reviewed the role and mechanism of sex hormones regulating RA based on Th cells, which will provide certain ideas and ref-
erences for the treatment of RA by sex hormones as immunomodulators.
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Cell type  Stimulating factors Surface markers Transcription factors Secreted cytokines
Thl cell IL-12 CD3, CD4, IFN-y T-bet IL-2, 1L-12,IFN-y, TNF-a
Th2 cell IL-4 CD3, CD4, IL-17RB, IL-4R GATA3 IL-4, IL-10

Th17 cell TGF-B, IL-6, IL-1B, IL-21
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Treg cell

TGF-B, 1L-2

Tth cell IL-6, 1L-21 CD3, CDh4

CD3, CD4, CCR6, IL-1R, IL-23R

STAT3, RORyt IL-17, 1L-21, IL-22
FoxP3 IL-10, TGF-B

Bel-6 IL-21
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