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Abstract: Atrial fibrillation (AF) is the most common and serious clinical arrhythmia. Its onset and recurrence are closely related to
electrical and structural remodeling, with atrial fibrosis-mediated structural remodeling being a key link. The transforming growth
factor-p1 (TGF-P1)/Smads signaling pathway serves as a central hub mediating cardiac fibrosis, inflammation, and electrical
remodeling, playing a critical role in the pathology of AF. Currently, conventional western therapies face challenges in the long-term
management of AF, such as high recurrence rates and side effects. Traditional Chinese medicine (TCM), with its unique advantages of
multi-target and holistic regulation, has become a new research focus in intervening AF by modulating the TGF-1/Smads pathway.
This review systematically summarizes the mechanisms by which the TGF-f1/Smads pathway promotes atrial fibrosis, electrical
remodeling, and oxidative stress in AF. It further highlights and synthesizes recent experimental research progress on how TCM
monomers, active ingredients, and compound formulations inhibit myocardial fibrosis and delay AF progression by regulating this
pathway. The aim is to provide a solid theoretical basis for developing modern TCM drugs for preventing and treating AF.
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