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[ Abstract] Atrial fibrillation ( AF) is the most common arrhythmia in clinic, which seriously affects the health and quality of life of

patients. At present,the mechanism of AF has not been fully elucidated. Studies have shown that the immune system is activated during the

occurrence of AF and participate in the process of atrial remodeling, thus putting forward the concept of “Electroimmunology”. This article

systematically reviews the electrophysiological properties of immune cells, the interaction between immune cells and cardiomyocytes, and the

role and mechanism of abnormal activities of the immune system in AF.
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