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[ ABSTRACT] Mitochondrial dysfunction can lead to ATP decrease and reactive oxygen species increase in cells.
Therefore, mitochondrial dysfunction is considered to be one of the culprit factors of vascular endothelial cell injury.  Many
causes are related to mitochondrial dysfunction including mitochondrial DNA mutations, mitochondrial fusion and fission im-
balance, and mitophagy dysfunction.  This review discussed the regulation mechanisms of mitochondrial quality control
and mitochondrial dysfunction in vascular endothelial cell injury, which provide new ideas for the effective prevention and

treatment of atherosclerosis.
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Figure 1. Mitochondrial fusion, fission and mitophagy
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Figure 2. Mitochondrial dysfunction leads to vascular endothelial cell injury
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