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[ Abstract ] Cardiovascular disease is currently the leading cause of death worldwide, and atherosclerosis (AS) is the potential
pathologic mechanism. At present, the theory of inflammation of atherosclerosis has been deeply comfirmed. The Canakinumab Anti-
Inflammatory Thrombosis Outcome Study ( CANTOS ) results directly validate this theory, which demonstrates the clinical therapeutic
potential of IL-1f specific antibody canakinumab. IL-1p is a classical pro-inflammatory cytokine in the IL-1 family that promotes AS
and plaque instability. Inflammasomes are involved in the development and progression of inflammation. NLRP3 inflammasome was the
most widely studied. Activated NLRP3 inflammasome promote the secretion and maturation of IL-1p, leading to the progression of AS.
This article mainly describes the role of NLPR3/IL-1B pathway in AS, and combined with the results of CANTOS to explore the clinical
application of anti-inflammatory therapy.
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