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Effect of inhaled glucocorticoids on endothelial cell function in the stable phase of chronic obstructive pulmonary disease
Yang Yonghong .Wu Yanhe ,Luo Jin,Hu ying ,Liao Zhongjun
(Department o f Respiratory Disease ,the Second People’s Hospital of Ba'nan District ,Chongging 400054 ,China)

Abstract: Objective To observe the efficacy of inhaled glucocorticoids on endothelial cell function in the stable phase of chronic

obstructive pulmonary disease(COPD). Methods 24 patients in the stable phase of COPD from our hospital during 2010 — 2011

were randomly divided into 2 groups,2 groups both underwent conventional treatment,and experimental group underwent inhaled

glucocorticoids. NO,sICAM-1,ET-1,MAU levels were tested in two groups,and all the indexes before treatment and 6 months af-
ter treatment were tested. Results After 6 months,IMT of experimental group was more obviously low than that of control group,
and blood speed was quicker than control group(P<Z0. 05). NO level of experiment group was higher than that of control group. sI-

CAM-1,ET-1 and MAU levels of experimental group were lower than those of control group(P<C0. 05). Conclusion Inhaling glu-

cocorticoids can effectively improve the function of blood vessel endothelial cell,and play important role in reducing occurrence of

decrease cardiovascular disease.
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