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NLRP3 Inflammasome in Mediating Trimethylamine Oxide
Accelerates Atherosclerosis
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[ Abstract] Atherosclerosis is a chronic inflammatory response with lipid metabolism disorder. NOD-like receptor protein 3 ( NLRP3)
inflammasome , as a multi-protein inflammatory complex , is closely related to cell activity , vascular inflammatory , and the progression of plaque.
Trimethylamine oxide,as a major metabolite of intestinal flora, can initiate the activation of NLRP3 inflammasome and participate in the
pathophysiological mechanism of atherosclerotic plaque formation and plaque rupture. The paper reviews the role of NLRP3 inflammasome and

trimethylamine oxide in atherosclerosis to provide a new perspective for the mechanism research and clinical prevention and treatment of

atherosclerosis.
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