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[ Abstract ]

hospitalization rate and mortality through vascular embolism and aggravating severity of heart failure. Myocardial fibrosis is the

Atrial fibrillation ( AF ) is one of common continuous arrhythmias on clinic, which may increase the

characteristic change of cardiac structural remodeling, which may lead to AF by cardiac conduction disorders and decreasing the
ventricular compliance. Transforming growth factor beta ( TGF- ) /Smads signaling pathway is the main pathway of TGF- —
induced myocardial fibrosis, and it plays an important role in the occurrence and development of AF, some specific hormones,
genes, receptors and inflammatory factors are closely related to the activation of TGF- 3 /Smads signaling pathway. This paper
reviewed the related mechanism of AF caused by activation of TGF- 3 /Smads signaling pathway, in order to provide a reference
for finding new therapeutic targets of AF.

[ Key words]  Atrial fibrillation; Transforming growth factor beta; Smad proteins; Signaling pathway; Myocardial

fibrosis; Review
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