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Research progress of MicroRNAs in atrial fibrillation”
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[ Abstract] Atrial fibrillation (AF) is the most common persistent arrhythmia in clinic,and it is also a
disease with high morbidity and mortality, which brings serious economic burden to families and society. With
the exploration in recent years,the role of MicroRNA (miR) in the pathogenesis of atrial fibrillation attracts
more and more attention. miR plays an important role in the induction and maintenance of atrial fibrillation

through electrical remodeling and structural remodeling,so this article reviews the role of miR in the electrical

and structural remodeling of atrial fibrillation.
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