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Critical Role of Endoplasmic Reticulum Stress in Atrial Fibrillation
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[ Abstract] Atrial fibrillation has been considered to be the main cause of high cardiovascular morbidity and mortality, but the exact

pathogenic mechanism of atrial fibrillation has not been found so far. Emerging evidence suggests that endoplasmic reticulum stress plays a key

role in this process. Therefore, this article reviews the key role of endoplasmic reticulum stress in atrial fibrillation and current cognitive

perspectives.
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