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[ Abstract] The high incidence of hypertension is a major chronic disease in the world. The morbidity and mortality of cardiovascular
and cerebrovascular complications caused by hypertension are always very high. At present, the treatment effect of this disease is not ideal,
studies have found that various types of hypertension have different degrees of excessive renin-angiotensin system( RAS) activity phenomenon,
but the mechanism is not clear. This has become an important scientific problem that urgently needs to be solved. Recently, the members of
angiotensin converting enzyme 2-angiotensin ( 1-7 ) -Mas receptor axis and the whole RAS have been deeply studied and elaborated, which
provides directions for finding new drug targets for the treatment of this disease. This paper makes a systematic review for these.
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