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The therapeutic effect of levosimendan on end-stage heart failure induced by dilated cardiomyopathy
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[Abstract] Objective
induced by dilated cardiomyopathy. Methods

To investigate the therapeutic effect of levosimendan on end-stage heart failure
Eighty patients with end-stage heart failure induced by dilated
cardiomyopathy were randomly divided into the control group and experimental group,40 cases in each group.
The control group received conventional therapy,and the experimental group was given levosimendan treat-
ment on the basis of conventional drug treatment. All patients were detected biochemical indicators, the level
of brain natriuretic peptide (BNP), echocardiography, 6 min walking distance and drug adverse reaction. Re-
sults Compared with the control group,the BNP levels of patients in the experimental group decreased signif-
icantly,6 min walking distance increased significantly, left ventricular ejection fraction and left ventricular
fractional shortening increased significantly, while left ventricular end systolic diameter and left ventricular
end diastolic diameter decreased significantly. There was less drug adverse reaction in the experimental group
than in the control group. Conclusion Levosimendan can significantly improve symptoms of patients with end-
stage heart failure induced by dilated cardiomyopathy.improve cardiac function and exercise tolerance,and the
incidence of adverse reactions is low.
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