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[ Abstract ] Endothelin-1 (ET-1) is a 21 amino acid peptide that is the strongest vasoconstrictor and booster pressor substance found
so far. In chronic heart failure, the concentration of ET-1 increased, which is directly toxic to cardiomyocytes, and causes strong positive
inotropic effects. It can cause cardiomyocyte hypertrophy,induce ventricular arrhythmia,and participate in chronic cardiac dysfunction.
ET-1 acts by activating two receptor subtypes, ET, and ET} receptors, which are conjugated to various GTP-binding proteins depending
on the cell type, exerting corresponding biological effects. ET-1 antagonists are expected to become new drug targets for the treatment of
chronic heart failure. In this paper, a comprehensive review on the progress of ET-1 in promoting the progression of chronic heart failure is
aimed at combing a new therapeutic target for the treatment of this disease.
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