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Effect of levosimendan on cardiac and renal function in heart failure patients with reduced ejection fraction

LIN Jian-rui,CAO Jing-lin,ZHANG Yu-nan,QIU Qi”"
( Department of Pharmacy , Beijing Anzhen Hospital , Capital Medical University , Beijing 100029 , China )

[ Abstract] Objective: To investigate the effect of levosimendan on cardiac and renal function in heart failure patients with lower ejection
fraction. Methods: The basic information of 41 acute heart failure patients with decreased ejection fraction admitted to Beijing Anzhen Hospital
from January to June 2018 were retrospectively analyzed. All patients received levosimendan intravenously. The heart rate, blood pressure, B-
type brain natriuretic peptide, left ventricular ejection fraction, creatinine, urea, uric acid, and sodium potassium electrolyte were collected
before and after levosimendan treatment. The changes of cardiac function, renal function, and electrolyte were observed before and after levosi-
mendan treatment. Results: The systolic blood pressure of all the 41 patients with acute heart failure treated with levosimendan for 1-2 days was
significantly lower than that before treatment [ (102.83 +14.72) mmHgvs. (109.40 +13.68) mmHg] . After 7 days, the B-type natriuret-
ic peptide decreased significantly [ (651.84 +£899.27) pg - mL™" vs. (1406.38 £1333.71) pg - mL™"'], the left ventricular ejection frac-
tion increased significantly [ (32.71 £11.63)% wvs. (26.87 £8.05)% |, and the uric acid level decreased significantly [ (449.19 =
154.86) pmol - L™" vs. (529.50 + 147.21) pmol + 17" ], the differences were statistically significant ( P = 0.040, 0.012, 0.014,
0.030). The glomerular filtration rate [ (73.63 +21.46) mL -+ (min - 1.73 m*) 'vs. (82.71 £20.13) mL - (min - 1.73 m’) ~'] and
creatinine [ (98.02 +24.81) mg - dL™" vs. (86.98 +18.07) mg - dL.™' ] had no significant difference (P =0.76, 0.22). Conclusion:
The left ventricular ejection fraction of acute heart failure patients with decreased left ventricular ejection fraction was significantly increased,
and the level of B-type natriuretic peptide and serum uric acid was decreased after 5 to 7 days of levosimendan treatment. The renal function was
not significantly improved, and the systolic blood pressure was significantly decreased after 24 hours of levosimendan treatment.
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