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Abstract

Atrial fibrillation is one of the most common arrhythmias, in which persistent atrial fibrillation
has the most significant effect on cardiac structure and myocardial fibrosis. The advent of sacubi-
tril valsartan sodium hydrate has a certain impact on the changes of cardiac structure and myo-
cardial fibrosis caused by atrial fibrillation, and provides a new treatment scheme and progress in
the treatment of atrial fibrillation. Therefore, this paper will study the pathogenesis of persistent
atrial fibrillation and reviews the pharmacological mechanism of sacubitril valsartan sodium hy-
drateand the effects of sacubitril valsartan sodium hydrate on cardiac structure and myocardial
fibrosis in patients with persistent atrial fibrillation.
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