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ABSTRACT Objective: To investigate the effect of Fasudil combined with Seretide on the pulmonary function and serum levels of
serum brain natriuretic peptide (BNP), C reactive protein (CRP), interleukin-8 (IL-8), and tumor necrosis factor-a (TNF-a) of patients
with chronic obstructive pulmonary disease (COPD) complicated with pulmonary arterial hypertension (PAH). Methods: 108 cases of
COPD combined with PAH patients treated in our hospital from February 2015 to January 2017 were selected and numbered according to
the admission order and then they were divided into the observation group (n=54) and the control group with the method of random
number table (n=54). Both groups were given conventional treatment, and the observation group was combined with Fasudil and Seretide
on the basis of conventional treatment. Then the curative effect of the two groups of patients was evaluated. The lung function, blood gas
analysis index, and serum BNP, CRP, IL-8 and TNF-«a levels were compared between two groups before and after the treatment. Results:
After the treatment, the FEV1%pre, FEV1/FVC and PaO, of patients in both groups were significantly higher than those before the
treatment(P<0.05), which were obviously higher in the observation group than those of the control group(P<0.05). The PaCO,, SPAP, Tei
index serum BNP, CRP, IL-8, TNF-« levels of both groups were significantly higher than those before the treatment (P<0.05), which
were significantly lower in the observation group than those of the control group (P<0.05). Conclusion: Fasudil combined with Seretide
can effectively improve the pulmonary function, relieve the inflammation and reduce the pulmonary artery pressure in the treatment of
COPD combined with PAH.
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Table 1 Comparison of the changes of pulmonary function indexes between two groups before and after treatment(xzs)

FEV1% pre FEV1/FVC
Groups n
Before treatment After treatment Before treatment After treatment
Observation group 54 55.63+ 5.63 80.52+ 9.23V 53.46x 7.86 86.67+ 8.45Y
Control group 54 56.17¢ 6.12 67.35+ 8.14" 54.08+ 8.35 70.56x 10.09"
P 0.634 0.000 0.692 0.000

Note: compared with the same group before treatment, "P<0.05.
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Table 2 Comparison of the blood gas analysis index between two groups before and after treatment (x+s, mmHg)

PaO, PaCoO,
Groups n
Before treatment After treatment Before treatment After treatment
Observation group 54 44.56+ 5.12 66.78 7.45Y 69.78% 6.56 53.12+ 5.34Y
Control group 54 4535+ 4.98 57.12+ 8.05Y 68.63 6.12 60.06+ 4.98Y
P 0.418 0.000 0.348 0.000

Note: compared with the same group before treatment, "P<0.05.
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Table 3 Comparison of the changes of SPAP and Tei index between two groups before and after treatment (x+s)

SPAP(mmHg) Tei
Groups n
Before treatment After treatment Before treatment After treatment
Observation group 54 50.47+ 9.36 31.14% 7.34Y 0.69+ 0.04 0.44% 0.02"
Control group 54 48.93+ 10.22 40.06% 8.17Y 0.68+ 0.04 0.59+ 0.03"
P 0416 0.000 0.197 0.000

Note: compared with the same group before treatment, "P<0.05.
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Table 4 Comparison of the changes of serum index between two groups before and after treatment (xs)

Groups Time BNP(pg/ml) CRP(mg/L) IL-8(ng/L) TNF-a(mg/L)
Before treatment 483.56% 45.62 17.67+ 6.25 32.66x 7.24 36.45+ 8.35
Observation group(n=>54)
After treatment 77.35% 14.24'? 8.24+ 7.78'2 18.45+ 5.78'? 21.45% 10.24'2
Before treatment 477.57+ 58.35 18.22+ 5.87 33.12+ 6.95 37.02+ 7.76
Control group(n=54)
After treatment 198.45+ 49.52Y 13.51+ 8.24" 25.56x 7.08" 30.56% 9.46"

Note: compared with the same group before treatment, "P<0.05; compared with the control group after treatment, ?P<0.05.
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