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Clinical study on levosimendan in treatment of cardiogenic shock after myocardial
infarction

GUO Qiang-hua', SONG Wei-peng®, CUI Rui', ZHANG Shu-hao ', LIU Li'
1. Department of Cardiovascular Medicine, First Hospital of Qinhuangdao, Qinhuangdao 066000, China
2. Department of Critical Care Medicine, First Hospital of Qinhuangdao, Qinhuangdao 066000, China

Abstract: Objective To evaluate the clinical effect of Levosimendan Injection in treatment of cardiogenic shock after myocardial
infarction. Methods Patients (60 cases) with cardiogenic shock after myocardial infarction in Department of Cardiovascular
Medicine of First Hospital of Qinhuangdao from January 2015 to July 2016 were randomly divided into control and treatment groups,
and each group had 30 cases. Patients in the control group were intravenous pump injection administered with Dobutamine
Hydrochloride Injection, initial dosage was 2 pg/(kg'min), increased to 4 pg/(kg'min) after 1 h, continued administration of 24 h.
Patients in the treatment group were intravenous pump injection administered with Levosimendan Injection, initial dosage was 12
ng/(kg'min), adjusted to 0.5 pg/(kgmin) after 1 h, continued administration of 24 h. Patients in two groups were treated for 7 d. After
treatment, the clinical efficacies were evaluated, and heart function, hs-CRP, IL-8, TNF-o, NT-proBNP, and the levels of serum CK-MB
and cTNI at 12 and 36 h after chest pain attack in two groups were compared. Results After treatment, the clinical efficacies in the
control and treatment groups were 73.33% and 93.33%, respectively, and there was difference between two groups (P < 0.05). After

treatment, LVESD and LVEDD in two groups were significantly decreased, but the LVEF in two groups were significantly increased,
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and the difference was statistically significant in the same group (P < 0.05). And the observational indexes in the treatment group were
significantly better than those in the control group, with significant difference between two groups (P < 0.05). After treatment, the
levels of hs-CRP, IL-8, TNF-a, and NT-proBNP in two groups were significantly decreased, and the difference was statistically
significant in the same group (P < 0.05). And the observational indexes in the treatment group were significantly lower than those in the
control group, with significant difference between two groups (P < 0.05). The levels of serum CK-MB and ¢TNI at 36 h after chest
pain attack in two groups were lower than those at 12 h after chest pain attack in two groups, and the difference was statistically
significant in the same group (P < 0.05). And the observational indexes in the treatment group were significantly lower than those in the
control group, with significant difference between two groups (P < 0.05). Conclusion Levosimendan Injection has clinical curative
effect in treatment of cardiogenic shock after myocardial infarction, can improve heart function, and regulate levels of hs-CRP, IL-8,
TNF-a, and NT-proBNP, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacies between two groups

415 n/fl R Y TR R %
pagisy 30 9 13 8 73.33
lEEad 30 18 10 2 93.33"
St "P<0.05
"P <0.05 vs control group
®2 WELCEELLE ( x+s, n=30)
Table 2 Comparison on heart function between two groups ( X£s,n=30)
415 ML (] LVEDD/mm LVESD/mm LVEF/%
payil 1RITHT 62.43+7.01 51.28£6.16 33.19+5.54
bEpad = 57.9146.88" 44.75+6.07" 4236+5.61
BT RITHT 63.1147.25 50.94+5.87 33.45+6.02
RIT )G 50.04+6.41"4 39.76+4.59"4 49.17+5.78"4

HRAHMITITHE: P<0.05; S0 R4LAIT G HE: 4P<0.05

*P < 0.05 vs same group before treatment; 4P < 0.05 vs control group after treatment
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%3 % hs-CRP. IL-8. TNF-a 1 NT-proBNP Lt ( x£s, n=30)
Table 3 Comparison on hs-CRP, IL-8, TNF-0 and NT-proBNP between two groups ( X+ s,Nn=30)

415 WLEZ I i) hs-CRP/(mg-L™") IL-8/(ng'L™") TNF-a/(ng-L ™) NT-proBNP/(ng-L™")

pagisy TBITHT 40.89+5.19 35.69+6.84 28.01%5.66 2297.75+310.61
I 27.32+4.91" 28.15+4.98" 23.76+6.35" 1418.92+297.41"

BT 1BITHT 41.25+6.06 36.22+7.43 27.36%3.39 2356.471245.68
I )E 20.04+537"4 19.78 £525"4 18.55+4.17"4 995.06+280.42"4

LRI AT TP<0.05; X IALIATT R 4P<0.05

P <0.05 vs same group before treatment; * P < 0.05 vs control group after treatment

2.4 FLAME CK-MB #1 ¢TNI tbi

9 & AE 36 h, P41 CK-MB F1 ¢TNI 35 B #11%
TR EAE 12 h, [FALEZE A g FE L (P<
0.05); HA 7 4lX Sl s fiabr i AR T X 4L, ™
i =R B SR E X (P<0.05), W& 3.

%3 WAME CK-MB # ¢TNI tbEE ( x£5s, n=30)
Table 3 Comparison on serum CK-MB and cTNI between
two groups ( X*s,n=30 )

4151 MEEME  CK-MB/U-L")  ¢TNI/(ngdl™)

X RFE12h 117.43423.01 76.28416.16
RAE36h 9291+£16.88°  54.75+15.07"

WY RfE12h 0 1131142725 70.94+17.85
RAE36h 76.04£19.41°%  39.76+14.59"4

SRR R 12 h LLA: "P<<0.05; S IRALIR & A 36 h LL
#®: 4P<0.05

"P < 0.05 vs same group at 12 h after chest pain attack; P < 0.05 vs
control group at 24 h after chest pain attack
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