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WFZE R OMESE (Z£32) © Recent studies have indicated the utility of mineralocorticoid receptor
antagonist in cardiovascular injuries. Actually, chronic treatment with aldosterone can induce several
pathological features, including cardiac hypertrophy, in experimental animals. In this study, we showed
that NCX1 would be implicated in the progression of aldosterone-induced cardiac remodeling in
experimental model of hyper—aldosteronism. These results suggest that NCX1 inhibitors might be useful

for heart failure therapeutically.
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