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[Abstract] Hypertension is a chronic cardiovascular disease with high hazards,its prevalence rate is in-
creasing year by year and the patients are getting younger,which has become a global public health problem.
Hypertension is the result of synergistic effects of many factors, mainly involving in the environmental factors
and genetic factors, but its specific pathogenesis is still unclear. In recent years,a large number of scientific
studies have shown that there is a close relationship between intestinal flora and hypertension, especially the
metabolites of intestinal flora can regulate the blood pressure through various channels and affect the progress
of hypertension. This paper expounds the mechanism of the main metabolites of intestinal flora participating
in the regulation of blood pressure to provide the new ideas and targets for the prevention and treatment of hy-
pertension.
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