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Clinical study on the intermittently administering with levosimendan in treatment
of refractory heart failure

ZHU Dan-dan, WANG Jing, HE Ming-yi
Department of Emergency, Xuanwu Hospital Capital Medical University, Beijing 100053, China

Abstract: Objective To investigate the clinical effect of the intermittently administering with levosimendan in treatment of refractory
heart failure. Methods Patients (108 cases) with refractory heart failure in Xuanwu Hospital Capital Medical University from January
2014 to December 2015 were divided into the control, levosimendan group for 1 week, and levosimendan group for 2 weeks, and each
group had 36 cases. Patients in the control group were given the basic treatment of heart failure, including vascular expansion agent,
diuretic, aldosterone receptor blockers and angiotensin converting enzyme inhibitors, traditional positive inotropic drugs such as
digitalis. Patient in the levosimendan group for 1 week were iv administered with Levosimendan Injection on the basis of the control
group at the first day of treatment, 12 pg/kg, iv for 10 min, and the method of administration were adjusted to intravenous drip of 0.1
ng/(kg-min) for 1 h, then drip rate were adjusted to 0.2 pg/(kg'min) for 23 h. Patients in the levosimendan group for 2 week were iv
administered with Levosimendan Injection on the basis of the control group at the first and eighth day of treatment, and the method of
administration was the same as levosimendan group for 1 week. Patients in three groups were treated for 14 d. After treatment, the
clinical efficacies were evaluated, and heart function indexes and hemodynamic parameters in three groups were compared. Results

After treatment, the clinical efficacies in the control, levosimendan group for 1 week, and levosimendan group for 2 weeks were 55.6%,
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77.8% and 94.4%, respectively, and there was difference among three groups (£ < 0.05). And the clinical efficacy in the levosimendan
group for 2 weeks was better than that in the levosimendan group for 1 week, with significant difference between two groups (P <
0.05). After treatment, the LVEF in three groups were significantly increased, but SBP, HR and NT-proBNP in three groups were
significantly decreased, and the difference was statistically significant in the same group (P < 0.05). And the observational indexes in
the levosimendan group for 1 week and levosimendan group for 2 weeks were significantly better than those in the control group, with
significant difference between two groups (P < 0.05). And the observational indexes in the levosimendan group for 2 weeks was better
than that in the levosimendan group for 1 week, with significant difference between two groups (P < 0.05). After treatment, the CI in
three groups was significantly increased, but MPAP, SVR, and PCWP in three groups were significantly decreased, and the difference
was statistically significant in the same group (P < 0.05). And the observational indexes in the levosimendan group for 1 week and
levosimendan group for 2 weeks were significantly better than those in the control group, with significant difference between two
groups (P < 0.05). And the observational indexes in the levosimendan group for 2 weeks was better than that in the levosimendan
group for 1 week, with significant difference between two groups (P < 0.05). Conclusion The intermittently administering with

levosimendan has the clinical curative effect in treatment of refractory heart failure, and can improve heart function and hemodynamic

function, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacies among three groups

ikl n/fl 225081 G301 TR BB Y%
pagisy 36 5 15 16 55.6
APiE A 1A 36 15 13 8 778
e 36 19 15 2 94.4°4

LA E: 4P<0.05; SEFEE 1 A4S "P<0.05

4P <0.05 vs control group; “P < 0.05 vs levosimendan 1 week group
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2 3EOYREERRILE ( x+s, n=36)
Table 2 Comparison on heart function indexes among three groups ( X£s,n=36 )

415 NLEZI i) SBP/mmHg HR/(YX-min") LVEF/% NT-proBNP/(pg-mL ")
pagisy TBITHT 130.4+17.3 126.3+18.5 33.1%3.6 11 044.7+4 887.1
I 122.449.7" 90.6+7.2" 38.1+3.5 5836.1+2340.0"
= 1BITHT 130.4+17.3 128.4+17.8 32.8+3.4 10371.4+4781.4
BT R 1152456 81.6+3.74 42.0+3.6™ 4400.0+2041.1°%
V= TBITHT 131.9%+16.2 127.5+18.2 32.4%35 10 009.4+4392.9
WBIT G 109.0+£5.5"4% 70.4+5.8" A" 48.8+3.2" A" 2977.8+1985.8"4%

SRIAGITATHE: P<0.05; SXIRARITEHE: *P<0.05; 5AP4HE 1 HALE: “P<0.05 (1 mmHg=133 Pa)

*P < 0.05 vs same group before treatment; 4P <0.05 vs control group after treatment; “P < 0.05 vs levosimendan 1 week group (1 mmHg=133 Pa)

3 ZEHMEHNFESHLLE ( x5, n=36)

Table 3 Comparison on hemodynamic parameters among three groups ( X£5,n=36)

215 WLER I i) CI/(L'min "'m?) MPAP/mmHg SVR/(dyn's "«cm ™) PCWP/mmHg
b T 22403 32.6+6.5 1930.4+268.2 24.4+5.6
VRN 27402 28.8+3.7 1639.0+312.5" 213+6.17
AviEH 1R 1BITH 22%£0.1 32,5473 1950.3+278.5 24.6+6.2
VR 3.14+03"4 24.6+5.0™4 1446.8+282.1"4 16.9+4.3°4
AV 2 F 1BITTH 2.1£03 32.74+6.8 1978.3+283.7 24.1+£59
VR 3440247 20.6+4.4"4%  1186.84272.0"A" 12.8+2.2"4%

SRIAVEITRTILE: "P<<0.05; SXTIADATTEE: 4P<0.05; S5 H 1 A4 "P<0.05 (1 mmHg=133 Pa)

P <0.05 vs same group before treatment; 4P <0.05 vs control group after treatment; “P < 0.05 vs levosimendan 1 week group (1 mmHg=133 Pa)
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