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Relationship between RANKL/RANK signaling pathway and bone loss in rheumatoid arthritis
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Abstract: Rheumatoid arthritis (RA) is a chronic systemic autoimmune disease . The key point of clinical treatment is to
inhibit bone loss around the joint and bone loss of the whole body in patients with RA . Researches indicate that
inflammatory cytokines , TNF-alpha, 1L, IL7, ILH7, etc. , are important mediators leading to bone loss in patients with
RA. Osteoclasts are the main cells involved in bone absorption . RANKL/RANK signaling pathway is the main pathway of
RA inflammation leading to bone loss. RANKIL/RANK signaling pathway builds a bridge between autoimmune diseases |,
represented by RA |, and bone metabolism diseases. Its key role in the immune system and osteoclast development has
formed the osteoimmunology theory , in order to more accurately reveal the complex interactions between the immune system
and bone metabolism in the process of bone loss secondary to RA . This article reviews the correlation between bone loss
secondary to RA and the RANKL/RANK signaling pathway .
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