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Summary Autophagy,as a highly conserved mechanism of self-protection, plays an important role in many

cardiovascular diseases,especially in atherosclerosissmyocardial ischemia reperfusion injury and heart failure. With

the endoplasmic reticulum and mitochondria (ROS) interaction,a comprehensive understanding of the relationship

between the two may provide a new strategy for the prevention and treatment of cardiovascular disease.
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