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Effect of levosimendan on serum soluble ST2 levels in acute myocardial infarction patients complicated with heart
failure YANG Feng', XU Cheng-yi* , LIU Xin-tian, ZHANG Li-tao, WU Ming-xiang , LIU Cheng-wei. Wuhan Asia Heart
Hospital, Wuhan 430022 , China

Abstract Objective: To evaluate the effect of levosimendan on serum soluble ST2 (sST2) levels in ST-segment eleva-
tion myocardial infarction (STEMI) patients complicated with heart failure after primary PCI (PPCI). Methods: A total of
consequent 87 anterior or extensive anterior STEMI patients complicated with heart failure after PPCI were randomly divided
into levosimendan group (study group, n =44) and standard treatment group ( control group, n=43). Serum sST2 levels,
dyspnea score and 6-month major adverse cardiac events ( MACE, defined as cardiac death and rehospitalization for heart
failure) were compared between two groups. Results: Baseline sST2 levels were not statistically different between two
groups. On the day 5 after levosimendan treatment, sST2 levels were reduced significantly in the study group as compared
with the control group [ (84.5 £28.1) vs (95.7 £22.3)ng/mL, P <0.05]. There was a significantly larger improvement
in dyspnea score in the study group than in the control group (3.3 £0.7 vs 3.0 0.8, P <0.05). The total incidence of 6-
month MACE showed no significant difference between the study group and the control group (29.5% wvs 37.2% , P >0.05).
Conclusions: Levosimendan could reduce serum sST2 levels and improve cardiac function in anterior or extensive anterior
STEMI patients complicated with heart failure after PPCI.
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PCI
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pa:k 43 2.4+0.8 3.0+0.8 16(37.2) 9(20.9) 9(20.9)
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