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Research progress of the modulation of leptin on the main effector cells of rheumatoid arthritis
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[Abstract] Leptin, a fat factor synthesized in adipose tissue, is initially worked as a hormone substance regulating body fat
balance. With in depth-study, researchers found that leptin has structural homology with such cytokines as interleukin-6 (IL-6), and
its receptor, Ob-R, belongs to class | cytokine receptor superfamily. Through binding to corresponding receptor, leptin can not
only regulate the food intake and energy balance, but can also regulate the immune system. Rheumatoid arthritis (RA) is one of the
common autoimmune diseases caused by many genetic and environmental factors. The fundamental pathological change of RA is
chronic synovial inflammation and pannus formation, and leads to the destruction of cartilage, bone and surrounding tissue. Many
immune cells and resident stromal cells are involved in RA pathological progress although the exact pathogenesis of RA remained
unclear. It has been proved by in vivo experiment of RA animal model that leptin is related to the joint inflammation, and may
participate in the pathogenesis and process of the disease. The immunomodulatory effects of leptin on the main effector cells of RA
has been reviewed in present paper, aiming to expand ideas for related research.
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