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[ Abstract ] Atrial fibrillation is one of the most common arrhythmias in clinical practice, however, its mechanism has not been yet

fully understood. Homocysteine is an independent risk factor for cardiovascular and cerebrovascular diseases and its level is positively

correlated with the risk of cardiovascular and cerebrovascular events. Recent studies have shown that homocysteine plays an important role in

the occurrence, development, prognosis and recurrence of atrial fibrillation. This article reviews the association between homocysteine and

atrial fibrillation.
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