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Abstract; Rheumatoid arthritis (RA) is a common chronic inflammatory autoimmune disease with high disability and mortality. It has
been widely publicized that obesity increases the risk of RA, but unclear pathogenesis and etiology of RA brings great difficulties to
treatment. Helper T(Th) cells and regulatory T cells( Treg) are developed from a common precursor cell (naive CD4*T cells). They are
two subgroups of lymphocytes with opposite functions. Th17/Treg balance plays an important role in the occurrence and pathogenesis of
RA. The accumulation of adipose tissue in obese people can change the number and function of T cells. The increased qunantity and
hyperfunction of Th17 cells with the reduced number and function of Treg cells aggravates the development of RA. The study of the

correlation between Th17/Treg imbalance and the increased prevalence of RA in obese people is of great value in exploring the

pathogenesis, diagnosis and treatment of RA.
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