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Research progress on potential mechanism of moxibustion restoring
circadian rhythm mediated macrophage circadian rhythm in treatment

of RA immunosenescence
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[Abstract] Rheumatoid arthritis (RA) is an autoimmune disease characterized by chronic synovial in-
flammation. Moxibustion treatment can significantly improve RA immune disorders and reduce synovial in-
flammation, but its mechanism of action needs to be further deepened. Senescence is a key factor that induces
the occurrence and development of RA,and macrophages,as the key sentinel sites of the immune system to
monitor aging,play an important role in the onset process of RA. The circadian clock dominates the circadian
rhythm of the body,regulates the expression of a variety of proteins and cell functions,and is widely involved
in the physiological and pathological processes of a variety of diseases. The circadian clock is involved in mac-
rophage senescence and has the effect of regulating immune disorders. Among the mechanisms affecting the
occurrence and development of RA, macrophage senescence has received more and more attentions as an im-
portant breakthrough point. Therefore, this article mainly elucidates the possible pathogenesis of RA from the
perspective of the involvement of the biological clock in macrophage senescence and analyzes the feasibility of moxi-
bustion in the treatment of RA by regulating the biological clock and participating in macrophage senescence.
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