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The Relationship Between Autophagy and Atrial Fibrillation
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[ Abstract] Atrial fibrillation is a common clinical arrhythmia with high incidence and could lead to a variety of complications. The

exact mechanism of atrial fibrillation has not been fully elucidated. Autophagy is a highly evolutionarily conserved physiological process in

cells. Under normal circumstances , autophagy of cardiomyocytes is maintained at a low level. Recent studies have shown that autophagy plays

an important role in the occurrence and maintenance of atrial fibrillation. The role and mechanism of autophagy in the occurrence , development

and maintenance of atrial fibrillation would be reviewed in this paper.
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