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The Role and Related Treatment of Atrial and Pulmonary Vein Mechanical
Stretch in Chronic Heart Failure Complicated with Atrial Fibrillation
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[ Abstract] Atrial fibrillation is one of the most prevalent arrhythmias in patients with heart failure. The mechanism of atrial fibrillation
induced by heart failure mainly involves inflammatory reaction, hemodynamically induced mechanical stretch and electrophysiological
remodeling caused by ion channel changes, among which mechanical stretch is considered to be one of the key factors inducing atrial
fibrillation. Current studies have proved that the treatment of heart failure combined with atrial fibrillation often has high recurrence rate and
poor prognosis,so it is particularly important to explore the etiology and find new prevention and treatment sirategies. This article mainly
reviews the pathophysiological mechanism of atrial and pulmonary vein mechanical stretch in the occurrence and development of heart failure
patients with atrial fibrillation, and discusses the potential role of reducing atrial and pulmonary vein mechanical stretch in treatment and
prognosis.
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