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A comparative study of levosimendan and dobutamine in treatment of dilated
cardiomyopathy
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Abstract: Objective To compare the clinical efficacy of levosimendan and dobutamine in treatment of dilated cardiomyopathy.
Methods Patients (128 cases) with dilated cardiomyopathy in the Sixth People's Hospital of Nantong from November 2016 to June
2019 were divided in to observation group (64 cases) and control group (64 cases) according to random number table method.
Patients in the control group was intravenously injected with Dobutamine Hydrochloride Injection at 5 pg/(kg - min) for 24 h on the
basis of conventional treatment. On the basis of conventional treatment, patients in the observation group was given Levosimendan
Injection with an initial loading dose of 6 — 12 pg/kg, the infusion time was longer than 10 min, followed by intravenous pumping
0.05 — 0.2 pg/(kg - min) for 24 h. 7 days as a course of treatment, two groups were treated for 1 course. The clinical effects of two
groups were observed, and the indexes of cardiac function, myocardial mechanics, and serology before and after treatment were
compared. Results After treatment, the total effective rate of the observation group was higher than that of the control group (P <
0.05). After treatment, LVESV and LVEDYV in two groups were significantly decreased, but the LVEF were increased (P < 0.05).
And LVESV and LVEDV in the observation group were significantly lower than those in the control group, LVEF were higher than
those in the control group (P < 0.05). After treatment, GLS, GRS, and GAS in two groups were significantly increased (P < 0.05).
And GLS, GRS, and GAS in the observation group were significantly higher than those in the control group (P < 0.05). After
treatment, Gal-3, f2-MG, and sST2 in two groups were significantly decreased (P < 0.05). And the levels of Gal-3, 2-MG, and
sST2 in the observation group were significantly lower than those in the control group (P < 0.05). Conclusion Levosimendan in

treatment of dilated cardiomyopathy can significantly improve the cardiac function and myocardial contractility, inhibit the secretion

iE B HA: 2019-12-27
F—EE: ARE1973—), & LW, &K, Bl EAFEEIT. E-mail: znxsv86@163.com



. 756 - “ussasti  Drug Evaluation Research 5543555 41 2020548

of Gal-3, B2-MG, sST2, and improve the efficacy, safety and reliability, it is worth recommending in the clinical treatment of

patients with dilated cardiomyopathy.
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Table 1 Comparison on clinical effect between two groups

2H 531 n/fgl &R/ L 3 /45 Te R/ SR %
Xt 1 64 12 27 25 60.94
Mg 64 23 30 11 82.81°
L B4 AL " P<<0.05
“P < 0.05 vs control group
x2 WAEOIIBEIERRILE (2t 5)
Table 2 Comparison on cardiac function between two groups (= s)
LVEDV/mL LVESV/mL LVEF/%
ZH n/fl o o . o s o
YRITHI RIT R VEITH BTG VA IT BTG
Pyt 64 152.87+16.11 137.84+14.62° 97.8349.93 82.66+8.42" 38.23+3.94 44.79+4.51°
W%z 64 154.96+16.19 128.95+£13.55™ 98.08+9.96 73.57+£7.43 38.17+3.92 50.68+5.23™

5 RALGITHT AL P<0.05; 53 IALIA )T )5 L - "P<<0.05
“P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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Table 3 Comparison of myocardial mechanics indexes between two groups (7 s)

GLS/% GRS/% GAS/%
2H 5 n/f R " a— . — -
MEp Rl BIT G MER Rl RIT R VAT I RIT A
xR 64 -15.42+1.60 -13.2541.43" -32.23+3.31 -29.654+3.12° -33.14+3.42 -30.1743.16°
W %% 64 -15.48+1.63 -11.58+1.32" -32.2743.34 -27.55+2.93™* -33.19+3.44 -28.41+2.91"

5 RALGITHT AL P<0.05; 53X HA1IA)T )5 Lk - "P<<0.05
“P < 0.05 vs same group before treatment; *P < 0.05 vs control group after treatment
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Table 4 Comparison of serological indexes between two groups (7 s)

Gal-3/Cug'L™" B2-MG/(mg-L™") sST2/(ng-mL ™"

2H 51 n/H

VRIT T RIT R YRITHT RIT R YRITHT RIT A
R 64 15.94+1.64 12.92+1.38" 2.96+0.31 2.5240.26" 22.90+2.40 18.54+1.93"
W 5% 64 15.97+1.66 10.87+1.16™ 2.98+0.32 2.16+0.23™ 22.95+2.42 16.85+1.81°"

5 RALGIT AT AL P<0.05; 53 HAALIA T )5 L - "P<<0.05
“P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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