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Abstract: Atrial fibrillation is one of the most common clinical sustained tachyarrhythmia, which can cause serious complications like

heart failure, cerebral embolism and cognitive impairment. It has a high morbidity, mortality and disability rate disease in seniors. The
mechanism of atrial fibrillation is complex, and a large number of studies have shown that cardiac ion channel remodeling plays an extremely
important role in the occurrence and persistence of atrial fibrillation. The drugs located in ion channel targets have been used in atrial fibril-
lation, which are still ineffective and cause further complications. This study explores the effective ion channel drugs that can prevent the oc-

currence of atrial fibrillation, delay the development of atrial fibrillation, improve the quality of life and prolong the life span in patients.
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Abstract: Atrial fibrillation (AF) is the most common tachycardia and is associated with increased morbidity and mortality. Develop-
ment of safe and effective treatments for AF is one of the greatest medical needs facing our society. The current atrial-selective pharmacologic
strategy represents promising novel therapeutic options for the treatment of AF. The atrial-selective targets of anti-AF are involved in multiple
ion channels, which include sodium channels, potassium channels and cation channels. These novel drugs possess anti-arrhythmic activity
by effecting on atrium, but produce little to no effect on ventricular electrophysiologic parameters, which avoid the genesis of ventricular ar-
rhythmia. This review focuses on several targets of anti-AF related with ion channels and new drugs on clinical practice or ongoing develop-
ment.
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