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[ ABSTRACT] Cardiovascular disease has become the leading cause of death in both urban and rural populations in China.
Recent studies have found mitochondrial dysfunction, such as mitochondrial dynamics imbalance, dysregulation of autoph-
agy, mitochondrial membrane depolarization and mPTP opening, apoptosis, excessive production of reactive oxygen
species, reduction of ATP synthesis and calcium ion disorder, affect the normal physiological function of cardiovascular
cells, and promote the occurrence and development of atherosclerosis, hypertension, ischemia-reperfusion injury, hyper-
trophic cardiomyopathy, arrhythmia, heart failure, etc. , thus leading to various cardiovascular diseases.  This paper re-
views the role of mitochondrial dysfunction in cardiovascular diseases and aims to provide new ideas for the research and
treatment of cardiovascular diseases.
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Figure 1. Schematic diagram of mitochondrial function
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Figure 2. Schematic diagram of the mechanism of mitochondrial dysfunction affecting cardiovascular diseases
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Table 1. The role of signaling pathways involved in regulating mitochondrial activity in cardiovascular diseases
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