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[ Abstract] Hypertension is an important risk factor for cardiovascular disease. If blood pressure is not effectively
controlled, hypertension will lead to serious target organ damage, such as congestive heart failure, myocardial infarction, stroke
and chronic kidney disease. Recent studies have found that immune and inflammatory responses can be involved in the occurrence
and development of hypertension. As an important component of the immune response, macrophages play an important role in
the pathogenesis of hypertension. This study mainly reviews macrophages and their functions, the role of macrophages in the
development of hypertension and the mechanism of macrophage—mediated target organ damage. It is found that macrophages
play an important role in the development of hypertension mainly through reactive oxygen species (ROS) , macrophage colony
stimulating factor (M=CSF) , renin—angiotensin system (RAS) and salt sensitivity. In addition, macrophages are also involved
in hypertension—related target organ damage such as heart, brain, blood vessels and kidney through a variety of cytokines,
chemokines and signal transduction pathways.
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