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Macrophages in Cardiovascular Homeostasis and Diseases
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[ Abstract ] Macrophages, sentinels of the immune system, are located within all tissues throughout the body. Apart from defending

against invading microorganisms, macrophages also have the ability to recognize, devour, and digest senescent and damaged cells, tissue

debris, and metabolic products. Cardiac macrophages, including cardiac resident macrophages from the embryo yolk sac and mononuclear

macrophages from the blood, play an important role in cardiac electrical conduction, coronary artery development, atherosclerosis,

arrhythmia and ventricular remodeling after myocardial infarction. In this paper, macrophages in cardiovascular homeostasis and disease in

recent years will be reviewed.
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