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[ Abstract] Refractory hypertension( RHTN) is not uncommon in clinical practice. Among the complicated development mechanism of
RHTN, renin-angiotensin-aldosterone system ( RAAS) play an important role. Aldosterone is a key pivotal hormone in RAAS, as a result,
mineralocorticoid receptor antagonist( MRAs ) , which has an antagonistic effect on aldosterone, is one of the best choice for treatment of

RHTN. This review summarizes the mechanism, clinical studies and adverse reactions of MRAs in RHTN, and help physicians make better use

of MRAs.
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