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ABSTRACT: Hypertension is a common and chronic disease, and is also the mainly risk factor of cardio-cerebrovascular disease.
Essential hypertension is a complex disease caused by the common function of multiple genes and environmental factors, but the exact
pathogenesis is still unclear. With the study continues, the role of DNA methylation and other epigenetic factors in pathological process
with essential hypertension (EH) gradually be taken seriously. This review summarizes the research progress of some essential
hypertension related methylation genes' function in the course of hypertension, to explain the relationship between DNA methylation

markers which can be influenced by environment factor and essential hypertension and help us have a further understanding about the

hypertension pathogenesis.
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