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Evaluation of the efficacy of levosimendan in treating chronic heart failure by detecting blood
cTnT, IGF-1 and NT-proBNP Liu Congcong”, Xing Yangiu, Zhang Huizhen, Zhang Meng, Zhang
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[Abstract] Objective To assess the efficacy of levosimendan compared with conventional
treatment heart failure drugs in chronic heart failure. Methods 80 patients were arranged into this
randomized, parallel-group and positive study to receive either levosimendan or conventional treatment
for heart failure. 40 were assigned to levosimendan and the other 40 were to conventional treatment
group. These two group patients were both monitored vital sign, degree of dyspnea and overall clinical
status, level of IGF-1, ¢TnT, NT-proBNP and hemodynamic index variables before and 72 hours after
treatment. Results 74 patients were included in the results of the analysis. Among of them, 36 were
levosimendan group, 38 were control group. The clinical efficacy rate was 83.3%(30/36) in

levosimendan group and 55.3%(21/38) in control group(P=0.027). 72 hours after treatment, insulin-like
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growth factors(IGF-1) was increased by 44.6 ng/ml in levosimendan group, 6.8 ng/ml in control

group(P=0.018). Cardiac troponin T(cTnT) was decreased by 40.3 pg/ml in levosimendan group,

compared with 11.3 pg/ml in control group(P=0.015). N-terminal pro-brain natriuretic peptide

(NT-proBNP) was decreased by 2 958 pg/ml in levosimendan group, compared with 1 936 pg/ml in

control group(P>>0.05). Systolic blood pressure(SBP) was decreased by 16.15 mmHg in levosimendan

group and 6.14 mmHg in control group(P=0.044). DBP was decreased by 20.62 mmHg in levosimendan

group and 10.75 mmHg in the other respectively(P=0.015). Heart rate was reduced by 6.65 beats/min in

levosimendan group and 2.82 beats/min in the other(P>0.05). There was no significant defference in the

incidence of adverse reaction between the two groups (P>>0.05). Conclusion Blood ¢TnT, IGF-1 can

accurately evaluate levosimendan efficacy of the treatment of chronic congestive heart failure, which is

more sensitive than NT-proBNP.

[ Key words] Heart failure; Levosimendan,;

Natriuretic peptide, brain; Treatment outcome
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