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Abstract: Rheumatoid arthritis (RA) is a chronic, progressive.invasive rheumatic immune disease characterized by symmetri-
cal polyarthritis. RA not only has autonomic immune system dysfunction.but also involves multiple systems.such as heart,
lung, kidney,nerve and blood vessels, which affect the health and quality of life of patients. This article discusses the new

progress of immunology research on the pathogenesis of RA,in order to deepen the understanding of the disease,and to pro-

vide the basis and new direction for basic research and clinical treatment of RA.
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