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Small doses of spironolactone decrease the levels of BNP and hs-CRP of patients with acute myocardial infraction
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Abstract: Objective To investigate the role of small doses of aldosterone receptor blockade, spironolactone. on the levels of
BNP and hs-CRP in patients subjected to acute myocardial infarction. Methods The data of 153 patients with acute myocardial in-
farction were analyzed retrospectively. The patients were divided into a control group and a treatment group. All two groups accept-
ed the standard therapy of STEMI and the treatment group was given a spironolactone 20 mg per day. After the treatment of 3d and
10d, the plasma BNP and hs-CRP of two groups detected and compared. Results After myocardial infarction, the level BNP and hs-
CRP increased and the standard therapy of STEMI can decreased them significantly. Compared with control group, the treatment of
spironolactone can decreased the levels of BNP and hs-CRP signicicantly. Conclusion In conclusion. small doses of spironolactone

can further decrease the levels of BNP and hs-CRP in patients subjected to acute myocardial infarction. So it maybe inhibit cardiac

remodeling and prevent heart failure.
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