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ABSTRACT Objective: To study the effect of levosimendan combined spironolactone on the serum inflammatory factors levels and
ventricular remodeling in patients with chronic heart failure. Methods: 88 cases of patients with chronic heart failure who were treated in
our hospital from January 2015 to December 2017 were selected and randomly divided into two groups. The control group was treated
with spironolactone alone, while the observation group was treated with levosimendan. The cardiac function indexes (left ventricular
end-diastolic diameter, 6-minute walking test, left ventricular ejection fraction and left ventricular end-systolic diameter), serum tumor
necrosis factor-a (TNF-a), interleukin-6 (IL-6), high sensitivity C-reactive protein (hs-CRP) and N-terminal pro-brain natriuretic peptide
(NT-proBNP) levels were observed and compared between the two groups before and after treatment. Results: After treatment, the
effective rate of observation group was significantly higher than that of the control group (90.91% vs. 72.73%, P<0.05). After treatment,
left ventricular end diastolic diameter, left ventricular end systolic diameter, serum hs-CRP, TNF-q, IL-6 and NT-proBNP levels were
significantly lower than those before treatment, while the left ventricular ejection fraction and 6-minute walking test were significantly
increased (P<0.05), and the left ventricular end diastolic diameter, left ventricular end systolic diameter, serum levels of hs-CRP, TNF-q,
IL-6 and NT-proBNP were significantly lower than those in the control group. The left ventricular ejection fraction and 6-minute walking
test were significantly higher than those in the control group (P<0.05). Conclusion: Levosimendan combined with spironolactone may
significantly improve its clinical efficacy in the treatment of chronic heart failure, which may be related to the effective improvement of
cardiac function, ventricular remodeling and alleviating inflammation.
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Table 1 Comparison of the clinical effect between two groups [n(%)]

Group n Effective Valid Invalid The total effect rate
Observation group 44 19 (43.18) 21 (47.73) 4(9.09) 90.91*
Control group 44 14 (31.82) 18 (40.91) 12(27.27) 72.73

Note: Compared with the control group, *P<0.05.
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Table 2 Comparison of the changes of cardiac function indexes between two groups before and after treatment (x+s)

Groups n LVEDD (mm) 6MWT (m) LVEF (%) LVEDD (mm)
Before treatment 50.27 + 11.38 403.79 £ 126.38 36.57+ 6.23 46.18 = 11.27
Observation group 44
After treatment 40.13 + 11.32%  521.37+ 132.94% 4938+ 7.14* 35.64+ 10.09**
Before treatment 5149+ 10.23 404.21 £ 123.79 36.14+ 6.35 4723+ 10.65
Control group 44
After treatment 4532+ 10.28° 465.38 + 130.71° 4233+ 8.14° 4028 £ 9.74°

Note: Compared with the control group, *P<0.05; compared with before treatment, “P<0.05.

% 3 WAARITRIRME hs-CRP, TNF-o 1 IL-6 7K 3 b (vs)
Table 3 Comparison of the serum levels of hs-CRP, TNF-« and IL-6 between two groups before and after treatment (xs)

Group n hs-CRP (mg/L) TNF-« (pg/ mL) IL-6(pg / mL)
Observation group 44 Before treatment 4793+ 3.12 2547+ 1.98 184.39 + 12.65
After treatment 1245+ 2.78* 1136+ 1.25% 57.62 £ 10.32*
Control group 44 Before treatment 4752+ 3.85 2513+ 2.07 183.26 + 13.41
After treatment 23.69+ 1.48* 1782+ 1.68* 98.31+ 11.49*

Note: Compared with the control group, *P<0.05; compared with before treatment, “P<0.05.

R 4 FEBTRIRME N SRR AT K F 33 b (vss , pg/mL)
Table 4 Comparison of the serum levels of NT-proBNP between two groups before and after treatment ( x+s, pg/mL)

Groups n Before treatment After treatment
Observation group 44 228341 197.42 1327.49 £ 167.25%
Control group 44 2285.93 + 204.38 1873.42 £ 131.92°

Note: Compared with the control group, *P<0.05; compared with before treatment, “P<0.05.
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