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[ Abstract] There are two phenotypes of vascular smooth muscle cells ( VSMCs) : contractile and synthetic. VSMCs phenotypic
transformation is a central aspect of early pathological changes in cardiovascular diseases. Recent studies have identified mitochondrial function
as an important factor in regulating VSMCs phenotype. VSMCs phenotypic conversion is directly influenced by its dynamics and energy

stability ,in which calcium ions are involved as an important factor in the regulation of mitochondrial function. This paper reviews the impact of

mitochondrial functional changes on the regulation of VSMCs phenotypic transition in cardiovascular disease.
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