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Regulation of Calcium Homeostasis in Diabetes-Related Atrial Fibrillation
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[ Abstract] Diabetes mellitus, as the most common chronic disease, is one of the most important risk factors for atrial fibrillation.
Numerous studies have shown that atrial electrical remodeling plays an important role in the pathogenesis of diabetes-related atrial fibrillation.
Calcium overload is one of the most important causes of atrial electrical remodeling. Cardiomyocytes mainly regulate the intracellular calcium
ion concentration by regulating calmodulin signaling pathway and L-type calcium channel to maintain calcium homeostasis. In the meanwhile,

the specific expression changes of miRNA are closely related to the calcium homeostasis. This review will discuss the progress of the

mechanism of diabetes-related atrial fibrillation from the perspective of calcium homeostasis.
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