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Effects of Recombinant Brain Natriuretic Peptide on Inflammatory Factors
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ABSTRACT Objective: To research the effects of recombinant brain natriuretic peptide on inflammatory factors and renin system in
patients with acute decompensated heart failure. Methods: 160 patients with acute decompensated heart failure who were treated in our
hospital from July 2014 to July 2016 were selected and randomly divided into two groups, with 80 cases in each group. The patients in
the control group were treated with sodium nitroprusside, while the patients in the experimental group were treated with recombinant
brain natriuretic peptide. Then the serum levels of tumor necrosis factor alpha (TNF-a), hypersensitive c-reactive protein (hs-CRP),
interleukin-6 (IL-6), brain natriuretic peptide (BNP), aldosterone, aldosterone Il , plasma renin activity, hemodynamics and heart
functions of patients between the two groups were observed and compared before and after the treatment. Results: After treatment, the
serum levels of TNF-a, hs-CRP, IL-6 and BNP of the experimental group were lower than those of the control group, and the differences
were statistically significant (P<0.05); After treatment, the levels of the aldosterone, aldosterone II and plasma renin activity of the
experimental group were lower than those of the control group, and the differences were statistically significant (P<0.05); After treatment,
the hemodynamics of the experimental group was lower than that of the control group, and the difference was statistically significant
(P<0.05). The improvement of heart function of the experimental group was more obvious than that of the control group (P<0.05). The
incidence of complications in the experimental group was lower than that of the control group (P<0.05). Conclusions: Recombinant brain
natriuretic peptide has better clinical efficacy on the treatment of the acute decompensated heart failure, which can reduce the serum
levels of the inflammatory factors, and improve the renin-angiotensin-aldosterone system.
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Table 1 Comparison of levels of inflammatory factors between the two groups before and after the treatment

Groups Time TNF-a (ng/L) hs-CRP (mg/L) IL-6 (ng/L) BNP (ng/L)
Control group Before treatment 6.87+ 1.84 732+ 2.17 89.62+ 12.70 264741+ 542.1

(n=80) After treatment 525+ 1.12* 3.89+ 0.8* 56.73+ 9.14* 1682.65+ 511.4°
Experimental group Before treatment 7.11£ 1.65 7.69+ 2.01 86.41% 12.20 264391+ 568.42
(n=80) After treatment 4.93+ 0.85® 1.83¢ 0.30® 43.69+ 8.51% 1240.69+ 4052 ®

Note: compared with before treatment, P<0.05; compared with control group after treatment, "P<0.05.
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Table 2 Comparison of the renin-angiotensin-aldosterone system between two groups before and after the treatment

Groups Time

Aldosterone (ng/L)

Control group Before treatment

(n=80) After treatment
Before treatment
Experimental group (n=80)

After treatment

170.81+ 39.27
67.94+ 18.42°
173.60+ 38.15

55.63+ 13.74%®

Angiotensin Il (ng/L) Plasma renin activity (ng/mL-H)
82.20+ 15.69 439+ 1.15
114.60+ 19.20° 1.36% 0.35°
80.12+ 14.36 4.12+ 1.09
105.60+ 17.93® 1.10+ 0.28*

Note: compared with before treatment, *P<0.05; compared with control group after treatment, "P<0.05.
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Table 3 Comparison of hemodynamics between two groups before and after the treatment

Pulmonary capillary wedge pressure

Central venous pressure

Groups Time Right atrial pressure (ng/L)
(mmHg) (ng/mL-H)
Control group
Before treatment 50.11% 7.21 147.89+ 24.50 146.53+ 25.80
(n=80)
After treatment 36.85+ 6.50° 11.87+ 1.70a 12.84%+ 190 a
Experimental group (n=80) Before treatment 52.87+ 7.45 143.26% 24.10 144.76% 24.62

After treatment

30.29+ 5.36%

9.83+ 1.68® 9.72+ 1.60®

Note: compared with before treatment, *P<0.05; compared with control group after treatment, *P<0.05.
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Table 4 Comparison of cardiac function between two groups before and after the treatment

Groups Time LVEF (%) LVEDD (mm)

Control group (n=80) Before treatment 3496+ 6.10 64.47x 3.25
After treatment 38.85+ 6.54* 63.75% 3.62

Experimental group (n=80) Before treatment 33.56% 6.45 65.20% 3.60
After treatment 42.50+ 7.18%® 64.21% 3.40

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