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Efficacy of tolvaptan in the treatment of refractory heart failure with

moderate-severe renal insufficiency”
LI Yongmei \MEI Xia \WANG Jiao,LUO Yuhui
(Department of Cardiology ,Chongqging General Hospital \University of Chinese
Academy of Sciences ,Chongqging 400013,China)

[Abstract] Objective To observe the efficacy of tolvaptan in the treatment of refractory heart failure
with moderate to severe renal insufficiency. Methods Clinical data of 94 refractory heart failure patients with
moderate-severe renal insufficiency in the Department of Cardiology of this hospital from October 2017 to Oc-
tober 2019 were collected and retrospectively analyzed. The patients were divided into 2 groups (group L1,
group L2) according to whether to use tolvaptan or not,47 patients in each group,both groups received con-
ventional and diuretic mixture (furosemide + dopamine) treatment. The patients in group L1 were added
tolvaptan. The effects of diuretic, cardiac function, renal function, liver function, electrolyte disturbance and
hospitalization time were compared between the two groups. After being discharged from the hospital, patients
in group L1 continued to take tolvaptan orally and all patients were followed up for 1 month to compare the
re-admission rate of the two groups due to heart failure. Results There were no significant differences in left
ventricular ejection fraction (LVEF), estimated glomerular filtration rate (eGFR),alanine aminotransferase
(ALT) when compared with the before treatment in both groups (P>>0. 05) ,the N-terminal Pre-brain natri-
uretic peptide (NT-proBNP) was significantly lower than before treatment (P<C0. 01). The daily average u-
rine volume and blood sodium level of group .1 were significantly higher than that before treatment (P <<
0.01). The average daily urine volume and blood sodium level were significantly higher(P <C0. 05,P <0.01),
the NT-proBNP level and incidence of worsening renal function (WRF) was significantly lower(P<Z0. 05)and
the hospitalization time was significantly shorter (P<C0. 01)in group L1 than in group L2. However, there was
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no significant difference in the rate of readmission due to heart failure within 1 month between the two groups

(P>0.05). Conclusion Tolvaptan can safely and effectively reduce the fluid load in refractory heart failure

patients with moderate-severe renal insufficiency,improve the state of heart function,reduce the deterioration

of renal function,increase the level of blood sodium and shorten hospitalization time.
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