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Clinical study on torasemide combined with perindopril in treatment of heart failure
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Abstract: Objective To investigate the clinical curative effect of torasemide combined with perindopril in treatment of heart
failure. Methods Patients (82 cases) with heart failure in the Second Affiliated Hospital of Xi’an Medical College from January
2016 to April 2017 were randomly divided into control (41 cases) and treatment (41 cases) groups. Patients in the control group were
po administered with Perindopril Arginine Tablets, the initial dosage was 2 mg/time, once daily, then the maintain dosage was 2
mg/time after two weeks, once daily. Patients in the treatment group were iv administered with Torsemide Injection on the basis of
the control group, the initial dosage was 10 mg added into 250 mL normal saline, once daily, which was increased to 20 mg/d
according to the efficacy, and the maximum dose was 40 mg/d. Patients in two groups were treated for 14 d. After treatment, the
clinical efficacy was evaluated, and the cardiac function indexes and serological markers in two groups before and after treatment
were compared. Results After treatment, the clinical efficacy in the control and treatment groups were 75.61% and 92.68%,
respectively, and there were differences between two groups (P < 0.05). After treatment, the LVEDD, LVESV and LVESD in two
groups were significantly decreased, LVEE was significantly increased, and the difference was statistically significant in the same

group (P < 0.05). And the cardiac function indexes in the treatment group were significantly better than those in the control group,
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with significant difference between two groups (P < 0.05). After treatment, the levels of hs-CRP, NT-proBNP, ICAM-1 and IL-1

in two groups were significantly decreased, and the difference was statistically significant in the same group (P < 0.05). These

serological markers in the treatment group were significantly better than those in the control group, with significant difference

between two groups (P < 0.05). Conclusion Torasemide combined with perindopril can significantly improve heart function in

treatment of heart failure, and reduce the inflammatory reactions, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacies between two groups

ikl /il BRI A %/ Tozk/l ISERE A
paic 41 19 10 75.61
T 41 22 3 92.68"
HRRALE: "P<0.05
*P < 0.05 vs control group
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Table 2 Comparison on cardiac function indexes between two groups ( X£S)
Hnl WLEZ ][] LVEE/% LVEDD/mm LVESD/mm LVESV/mL
W 41 TR 41.38+4.55 62.76+5.33 53.89+8.97 179.51443.32
SR 48.73+6.37 51.67+2.89" 42.66+4.38" 136.49412.58"
Wy 4l YRIT T 41.36+4.52 62.74+5.38 53.861+8.94 179.46+43.27
I G 54.62+6.34* 44514285 3428+4.32™ 11428 +12.53™

LRI P<0.05; St EAGITELE: 4P<0.05

"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment
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Table3 Comparison on serological markers between two groups ( X£S )

“nl /bl MEEME  hs-CRP/(mg-L™) NT-proBNP/(ng-L ") ICAM-1/(ng'L™") IL-1B/(ugL ™)

W 4] BT HI 12.49+3.25 867.49+92.43 65.411+6.62 0.49+0.17
RIT )G 4924124 483.52+23.65" 41.72+4.28" 0.23+0.08"

WwIT 41 RITH 12.46+3.27 867.45+92.37 65.38+6.59 0.47+0.15
BTG 2.83+1.16™ 342.83+23.59™ 36.84+4.25™ 0.13+0.04™*

SRR TP<0.05; S5x ALY R 4P<0.05

*P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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