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ABSTRACT: Rheumatoid arthritis is a chronic and aggressive disease with an unknown cause.
Some research suggests necroptosis is involved in the pathogenesis of rheumatoid arthritis
(RA). When pathogenic factors stimulate rheumatoid arthritis mice, the death complex resulted
mediates inflammatory factor infiltration, synovial membrane proliferation, and articular cartilage
destruction, resulting in severe structural damage and joint function loss. This study explores the
role of necroptosis in the pathogenesis of RA, with the aim of fostering new theories to explain the

disease’s etiology.
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