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[ Abstract] Epigenetics plays an important role in the pathogenesis of essential hypertension( EH) . DNA methylation is the most explicit
modification of epigenetics and is closely related to the pathological process of EH. Abnormal methylation in the promoter regions of genes
related to the renin-angiotensin system, water and salt metabolism, vascular endothelial function, and inflammatory factors can regulate gene
expression and increase blood pressure. Understanding the role of specific gene methylation modification in the occurrence and development of
EH will provide new targets for the prevention, diagnosis and treatment of EH. This paper mainly reviews the molecular mechanism of specific
gene methylation modification in EH.
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