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[ Abstract] Bruton's tyrosine kinase( BTK) inhibitors can inhibit the growth of B cell-related malignancies by
targeting BTK in the B cell receptor pathway. However, during the use of BTK inhibitors, some patients develop drug-
related atrial fibrillation( AF). AF is one of the most common types of arrhythmia, and it is very important to study the

mechanisms of its occurrence and development in the treatment of heart-related diseases. This paper reviews the pro-

gress in mechanisms of BTK inhibitor-induced AF.
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