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Effect of budesonide combined with formoterol on inflammatory reaction and lung function of pa-
tients with chronic obstructive pulmonary disease

YE Xiang-qing

( Department of Pharmaceutics ,the Ceniral Hospital of Xianning City ,Xianning 437100, Hubei Province ,China )

Abstract: Objective To study the effect of budesonide combined with formoterol on the inflammatory reaction and
lung function of patients with chronic obstructive pulmonary disease (COPD ). Methods Ninety-two patients with moderate
and severe COPD were divided into observation group and control group,with forty-six patients in each group. All patients in
the two groups were treated with conventional therapy. Based on this, the patients in control group were treated with formoterol ;
the patients in observation group were treated with budesonide and formoterol. The lung function and the levels of serum tumor
necrosis factor-o( TNF-ot) , intercellular cell adhesion molecule-1 (ICAM-1) , interleukin-8 (IL-8) were compared between the
two groups. Results There was no significant difference in the level of serum TNF-o, ICAM-1 and IL-8 between the two
groups before treatment( P >0.05). The level of serum TNF-a,ICAM-1 and IL-8 after treatment were significantly lower than
those before treatment in the two groups( P <0.05). The levels of serum TNF-o,ICAM-1 and IL-8 in observation group were
significantly lower than those in control group after treatment (P < 0. 05). There was no significant difference in forced
expiratory volume in one second( FEV1) ,FEV1/forced vital capacity( FVC) ,partial pressure of oxygen in artery(Pa0O,) and
partial pressure of carbon dioxide in artery (PaCO,) between the two groups before treatment (P >0.05). The lung function
was significantly improved in the two groups after treatment. Compared with control group,the FEV1,FEV1/FVC and PaO,
were significantly higher( P <0.05) ,and the PaCO, was significantly lower in observation group( P <0. 05 ). Conclusion
Budesonide combined with formoterol can significantly relieve the inflammatory reaction, and improve the lung function of
patients with COPD.
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