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Role of NLRP3 Inflammasome in Atrial Fibrillation
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[ Abstract ] The incidence of atrial fibrillation( AF) is increasing recently. Although the treatment of AF has changed rapidly over the

past two decades,the morbidity and mortality rates of patients with AF remain high. Therefore, it is necessary to continue to explore new

therapeutic targets for the treatment of AF, thereby benefiting patients with clinical atrial fibrillation. The inflammatory response plays an

important role in the development of AF. In recent years, the role of nucleotide-binding oligomerization domain-like receptor protein 3

(NLRP3) inflammasome in cardiovascular diseases has attracted the attention of more and more scholars. A number of studies have

confirmed that NLRP3 inflammasome are closely related to AF, but the mechanism is still unclear. The relationship between NLRP3

inflammasome and AF is deeply clarified, which is of great significance for the prevention and treatment of AF. This article reviews the

research progress on the relationship between NLRP3 inflammasome and AF and its mechanism.
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