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[ Abstract ] Endothelin-1 ( ET-1) causes strong and long-lasting vasoconstriction and elevated blood pressure. A large number of stud-
ies have shown that plasma ET-1 levels are highly correlated with the severity of many hypertension. Endogenous ET-1 is involved in the
pathogenesis and deterioration progress of many types of hypertension in humans. At present, the treatment of clinical hypertension does not
improve the excessive enhancement of endothelial activity. These high concentrations of ET-1 have strong vascular proliferation effects, lead-
ing to thickening of blood vessel walls, which may be one of the key reasons for the worsening and aggravation of hypertension. A large num-
ber of studies have confirmed that endothelin receptor antagonists interfere with the endothelin signal transduction pathway, regardless of ani-
mal experiments or clinical trials can reduce blood pressure and improve clinical symptoms. Endothelin receptor antagonists have high devel-
opment potential in the treatment of hypertension and improvement of complications, and it is expected to become a new target for hyperten-
sion treatment.
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