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The effect of valsartan combined with perindopril on ventricular function
and plasma BNP, IL-6 and CRP in patients with CHF
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ABSTRACT Objective: To explore the therapeutic effect of combination of valsartan and perindopril in patients with CHF, as well
as ventricular function and plasma BNP, IL-6 and CRP. Methods: 95 cases with CHF were randomly divided in to valsartan-treated group
(30 cases), perindopril-treated group (30 cases) and combined treatment group (35 cases). The valsartan or perindopril was added to val-
sartan-treated group or perindopril-treated group on the basis of Western medicine, and valsartan combined with perindopril in combined
treatment group. The therapeutic effect, ventricular function and plasma BNP, IL-6 and CRP were evaluated before and after treatment.
Results: In the combined treatment group, the total effective rate was 91.43%, significantly higher than 73.33% in valsartan-treated group
and 53.33% in perindopril-treated group (P<0.05). Compared with the other two groups, valsartan combined with perindopril effectively
improved ventricular function and reduced the levels of BNP, IL-6 and CRP. Conclusion: The combination of valsartan and perindopril
could improve ventricular function, regulated expression of cytokines, which is superior to valsartan or perindopril alone in treating pa-
tients with CHF.
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Table 1 Comparison of clinical effect between groups
Group Total number Cure Effective Ineffective Total effective
Valsartan-treated group 30 8 (26.67%) 8(26.67%) 14 (46.67%) 16 (53.33%)*
Perindopril-treated group 30 10 (33.33%) 12 (40.00%) 8 (26.67%) 22 (73.33%)*
Combined treatment group 35 13 (37.14%) 19 (54.29%) 3(8.57%) 32(91.43%)
Note: compared with combined treatment group *P<<0.05
2.2 LVEF E/A LVEDd P<0.05
(P>0. P<0.05
05) SV.CO.CI, 2,

2

Table 2 Comparison of cardiac indexes between groups before and after treatment

Group

Valsartan-treated group

Perindopril-treated group

Combined treatment group

SV (ml)
Pre-treated
Post-treated
CO (L/min)
Pre-treated
Post-treated

CI (L/min/m?)

Pre-treated

4521+ 2.83

53.64+ 3.37%4

3.08+ 0.29

3.62+ 0.36%*

1.83%+ 0.17

43.04+ 2.57

55.22+ 4.15%4

3.13+ 0.32

3.88+ 0.39%4

1.94+ 0.25

43.82+ 2.50

58.59+ 3.71*

3.11+ 0.29

443+ 041*

2.01+ 0.27
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Post-treated 2.26% 0.48%4 2.51% 0.38%4 2.75% 0.41*

LVEF (%)

Pre-treated 35.59+ 4.75 34.72+ 4.53 36.12+ 4.84

Post-treated 4127+ 6.36%4 45.06+ 3.98%4 4891+ 5.75*

E/A (%)

Pre-treated 0.75+ 0.11 0.78+ 0.13 0.73+ 0.09
Post-treated 1.02+ 0.18* 1.10% 0.16* 1.25+ 0.14*
LVEDd (mm)

Pre-treated 67.12% 5.67 68.59% 6.12 68.17x 5.93
Post-treated 62.46% 5.22%4 60.31% 5.19* 57.29+ 4.82*

Note: compared with pre-treated group *P<C0.05; compared with combined treatment group AP<<0.05.

2.3
BNP.CRP  IL-6 BNP.CRP N
P<0.05 rBNP=0.739 P<0.05 3.
rCRP=0.684  rlL-6=0.391,
3
Table 3 Comparison of plasma indexes between groups before and after treatment
Group Valsartan-treated group Perindopril-treated group Combined treatment group
BNP (ng/L)
Pre-treated 486.79+ 56.43 466.78+ 49.65 476.52+ 50.33
Post-treated 410.24+ 51.18%4 338.58+ 45.209*4 236.93+ 57.77*
CRP (mg/L)
Pre-treated 15.24+ 3.49 16.13+ 3.28 15.71% 3.11
Post-treated 10.47+ 2.38*4 11.08+ 2.25%4 8.27+ 1.76*
IL-6 (ng/L)
Pre-treated 126.93+ 14.49 132.06 15.46 129.18+ 11.63
Post-treated 9391+ 8.57*4

84.26+ 11.06** 79.53% 9.55%

Note: compared with pre-treated group ; *P<C0.05 compared with combined treatment group AP<<0.05
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