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Research progress on the role of IL-35 in treating rheumatoid arthritis
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Abstract ; Rheumatoid arthritis (RA) is a kind of chronic inflammatory disease. Joint deformity and dysfunction can be found in the last
stage of the disease,which is harmful to human health. The exact pathogenesis of RA has not yet been elucidated , however, it is known
that there are genetic,immune and environmental factors. Interleukin 35 (IL-35) is a heterodimer protein, which is composed of p35
and human herpes virus 4 (HHV-4) ,also called Epstein-Barr virus-induced gene 3 ( EBI3) subunits. It is one of the cytokine members
of interleukin 12 (IL-12) family. Secreted by regulatory T cells,IL-35 suppresses the activity of effector T cells and participates in the

occurrence and development of various autoimmune, inflammatory, and infectious diseases. A large number of studies have found that

there is an important relationship between IL-35 and RA. This paper mainly summarizes the role of IL-35 in treating RA.
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