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Research Advances of Mineralocorticoid Receptors in Cardiometabolic Diseases
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Abstract Mineralocorticoid receptor (MR) plays a variety of physiological roles by binding with aldosterone,
and also participates in the pathogenesis of many systemic diseases. MR can be expressed in a variety of cells,
such as immune cells and metabolic cells, in which MR can regulate the bodys immune, metabolic and stress
response by participating in inflammation, oxidative stress, endothelial cell dysfunction and other processes.
This paper briefly reviews the relationship between MR and metabolic cardiovascular diseases, and studies the
key roles and mechanisms of MR in regulating myocardial hypertrophy, myocardial fibrosis, atherosclerosis,
hepatic steatosis, insulin resistance, myocardial remodeling and hypertension. In order to provide evidence
and ideas for the prevention and treatment of metabolic related cardiovascular diseases.
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