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[ Abstract] Mitochondria play key roles in cell regulation and signaling events , cellular responses to a variety of physiological stresses,

interorganelle communication, cell proliferation, and cell death. In recent years, it has been found that mitochondria are stably coupled and

interact with multiple organelles, such as the endoplasmic reticulum, nucleus, and lipid droplets, effectively promoting intracellular or

intercellular signaling. This review summarizes the studies on the interaction between mitochondria and other organelles in cardiovascular

disease.
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