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Mitochondrial Fission Protein Drpl and Cardiovascular Diseases
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[ Abstract ] Mitochondrial fission protein Drpl is a large GTPase proteins that is widely distributed in the cytoplasm. It is activated by
different phosphorylation sites involved in different physiological processes, including maintaining cell normal function, regulating
mitochondrial metabolism, promoting the mitochondrial fragmentation, activating the mitochondrial autophagy, adjusting the mitochondrial
outer membrane permeability ,and involving in the process of cell apoptosis, etc. The series of important biological functions of Drpl,is also
involved in the occurrence and development of acute ischemia/reperfusion injury, diabetic cardiomyopathy, myocardial hypertrophy, heart
failure and other cardiovascular diseases. The study on the relationship between Drpl and cardiovascular diseases may provide a new ways to
treat cardiovascular diseases. Therefore, this paper will study the status quo of Drpl and cardiovascular diseases.
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