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Abstract

Atrial fibrillation is a common cardiac arrhythmia that can increase the risk of stroke and heart

failure, and it exhibits a partial genetic susceptibility. Currently, the prevalence of familial atrial fibrillation is not

clear, but it shows significant familial clustering, typically increasing with the number of early-onset atrial fibrilla-

tion cases within the family. Genome-wide association studies have identified over a hundred genetic loci associated

with atrial fibrillation, with most of them leading to ion channel dysfunction and structural remodeling. This arti-

cle provides an introduction to research on atrial fibrillation gene variants, detection methods, and clinical applica-

tions.
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