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Efficacy of two kinds of cardiotonic drugs for the treatment of decompensated heart failure
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[ Abstract] Objective: To compare and analyze the curative efficacy of two kinds of cardiotonic drugs in the treatment of decompensated
heart failure. Methods: One hundred and two cases of decompensated heart failure were selected in Shiyan Yunyang District Hospital of Traditional
Chinese Medicine and randomly divided into the control group which received milrinone treatment and the research group which underwent levosimen-
dan treatment. The diuretics, nitroglycerin and other conventional treatment were given in the two groups. The curative efficacy, brain natriuretic pep-
tide and left ventricular ejection fraction were compared between the two groups. Results: The curative efficiency of the research group (&4 31%)
was higher than the control group ©0.78% ) (P < 0.05) . After 3 days of treatment, the levels of brain natriuretic peptide in the two groups were both
lower than that before (P <0.05), and the the research group [ (61237 £89.43) pg + mL ™' ] was lower than that of the control group [ (2L 75 %
132.85) pg * mL™'] (P <0.05); the level of left ventricular ejection fraction in the two groups were both higher than before (P <0.05), and the the re-
search group (45. 86% +5.25% ) was higher than the control group (35.86% +6.13%) (P <0.05) . Conclusion: Compared with milrinone, the levosi-
mendan in the treatment of patients with decompensated heart failure has better curative efficacy, and can effectively reduce the level of brain natri-
uretic peptide and improve the left ventricular ejection fraction and the heart function.
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