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Abstract

Endothelial injury is closely linked to major cardiovascular diseases, including atherosclerosis, hy-
pertension, diabetes mellitus, and pulmonary arterial hypertension. Mitochondria, as the energy-
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supplying units of the cell, have homeostatic systems that broadly participate in endothelial oxida-
tive stress, autophagy, and related processes. This article, grounded in the physiological and patho-
logical mechanisms of endothelial-related diseases, focuses on exploring the role of mitochondrial
functional homeostasis in the onset and progression of endothelial injury, with the aim of providing
new ideas for the prevention and treatment of these diseases.
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Figure 1. The role of mitochondrial homeostasis imbalance in vascular endothelial injury
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