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Abstract

This article discusses the role of endoplasmic reticulum stress in heart and vascular disease, focusing
specifically on three major pathways: PERK, IRE1, and ATF6, and how they affect the health of the heart.
The study shows that endoplasmic reticulum stress, through these pathways, can regulate the survival
of cardiomyocytes, the way the vascular endothelium works, and the behavior of vascular smooth mus-
cle cells, all of which are critical to the health of the cardiovascular system. A certain level of endoplas-
mic reticulum stress can help cells adapt to unfavorable conditions, but if the stress is excessive, it may
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impair cardiovascular function and exacerbate disease progression.
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