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Abstract

Atrial fibrillation (AF) is the most common tachyarrhythmia in clinical practice, which can be secondary to other diseases such as
hypertension, valvular disease and heart failure, thus increasing the risk of cerebral infarction and sudden death. It has recently been
recognized that 15% of individuals in the AF population are familial. Evidence from various epidemiological studies suggests that
genetic factors play an important role in the pathogenesis of AF. To date, several rare variants have been identified in a range of genes
related to ion channels, cytoskeletal proteins, inflammatory, calcium-treated proteins. However, the genetics of AF is quite complex,
and the pathophysiological mechanisms are still unresolved. Here we focus on the genetic variation in cytoskeletal proteins associated
with hereditary AF, and the underlying pathophysiological pathways that drive this arrhythmia.
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