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Influence of fluticasone propionate on pulmonary function, inflammatory
factors, endothelial function, and fractional exhaled nitric oxide for patients with
stable COPD

ZHANG Rui, CHEN Ya-fei, WANG Zhi-xin, XIA Yu-hong
Department of respiratory , Xinxiang central hospital, Xinxiang 453000, China

Abstract: Objective To explore the influence of inhaled corticosteroids on the curative effect and fractional exhaled nitric oxide
and endothelial function for patients with stable COPD. Methods Totally 90 patients with stable COPD were collected in Xinxiang
Central Hospital from July 2014 to July 2016, and divided into two groups randomly. The control group (n = 45) was treated with
conventional Western medicine, the observation group (n = 45) were given fluticasone propionate inhalation atomization of 250 g per
time, twice daily. The two groups received 6 months of treatment. The pulmonary function indexes including forced vital capacity
(FVC), 1 s forced expiratory volume (FEV1), maximal mid expiratory flow (MMEF) and peak expiratory flow (PEF), inflammatory
factors such as Interleukin-6 (IL-6), interleukin-8 (IL-8), tumor necrosis factor-o. (TNF-a) and C reactive protein (CRP) levels, and
vascular endothelial function indexes including flow-mediated vasodilation (FMD), soluble intercellular adhesion molecule-1
(SICAM-1), endothelin 1 (ET-1), and fractional exhaled nitric oxide (FENO) were compared and analyzed. Results  After treatment,
the pulmonary function indexes were improved significantly (P < 0.05), and the FEV1, FEV1/FVC, MMEF, and PEF of observation group
were higher significantly than those patients in control group (P < 0.05). The levels of inflammatory factors decreased than before
treatment remarkably (P < 0.05), and the levels of IL-6, IL-8, TNF-a, and CRP in observation group were lower than those in control
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group, and which difference was significance (P < 0.05). The FMD of patients in study group was higher than those in control group
significantly (P < 0.05). The levels of SICAM-1 and ET-1 in observation group were decreased significantly than those before
treatment, and were lower than control group (P < 0.05). The FENO of all patients decreased than before treatment, and reduced
amplitude in observation group was more than those in control group significantly (P < 0.05). Conclusion Inhaled corticosteroids
for patients stable COPD could improve pulmonary functions and inhibit inflammatory response, specially, which improves
endothelial function and reduces the amount of exhaled NO and occurrence of cardiovascular events.
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Table 1 Comparison on lung function indexes between two groups before and after treatment (X £5s)

4 n/ il I i) FEV1/L FEV1/FVC/% MMEF/(L-s ™) PEF/(Ls ™)

it 45 RIT T 1.75+0.69 55.25+6.98 1.22+0.19 3.32+0.91
WBIT G 1.91+0.81" 63.41£7.75 1.940.42" 4.86+1.05

ML 45 BIT T 1.60+0.71 56.34+7.06 1.18+1.83 3.42+0.95
BTG 2.31+0.67"% 69.30+8.04™* 2.79+0.53™ 6.66x1.147*

LRAAIT AT P<0.05; LXTALAIT S HE: P<0.05

“P < 0.05 vs same group before treatment; “P < 0.05 vs control group after treatment
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Table 2 Comparison on inflammatory factors between two groups before and after treatment (X = s)

2051 n/f fif [ IL-6/(ng-LY) IL-8/(ng-LY) TNF-a/(ng-L™) CRP/(mg-L™Y)
R 45 BIT T 180.58+26.02 36.07+5.93 16.15+3.26 18.06+4.20
BTG 139.47+16.81" 25.83+4.22" 10.11+1.38" 9.43+1.91"
WM&z 45 TBITHT 172.43+27.60 35.7245.44 15.63+2.87 18.55+3.98
BTG 87.23+13.59™ 17.32+2.78™ 7.07+1.20™ 6.36+1.72"
SR ITHAE: P<<0.05; L R4LAT A *P<0.05

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

%3 MERITAIEIE N EIREEFRFA FENO L (X £s)
Table 3 Comparison on vascular endothelial function indexes and FENO between two groups before and after treatment
(X%£s)
iR n/ il I [ FMD/% SICAM-1/(ng-L %) ET-1/(ng-L %) FENO/ppb
it 45 TBITHT 9.33+2.69 666.28+98.92 3.50+0.62 82.03+4.16
BT R 10.14+3.21 639.35+108.64 3.27+0.67 78.65+4.30"
ML 45 BIT T 9.41+2.58 671.02+117.74 3.43+1.83 81.75+4.28
BTG 13.97+3.43™ 457.08+96.76™ 2.58+0.56™ 69.24+3.87°*

LRAAIT AT P<0.05; LxXTALAIT S HE: P<0.05

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