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Effects of Budesonide and Formoterol Combined with Montelukast
Sodium on Serum IL-6 and TNF-« Expression and Lung
Function in Patients with Cough Variant Asthma

WANG Huixin
( Department of Pneumology, Fangshan District Hospital of Traditional Chinese Medicine, Beijing 102400, China)

[ Abstract] Objective: To observe the effects of Budesonide and formoterol combined with monte-
lukast sodium on serum IL-6 and TNF- « expression and lung function in patients with cough variant
asthma. Methods: 196 patients with CVA were divided into two groups: control group and treatment
group, and both groups were treated with routine CVA. The control group inhaled budesonide and for-
moterol, and the treatment group took montelukast sodium on the basis of the control group for 10
weeks. The therapeutic efficacy, serum IL-6, TNF- « expression, 1 s final forced expiratory volume
and forced vital capacity ratio (FEV,/FVC) , peak expiratory flow variability (PEFR) , PaCO,, PaO,
and BODE index were compared between the two groups, and the correlation between serum of 1L-6 as
well as TNF- o and the index of FEV,/FVC as well as BODE was analyzed in treatment group.
Results: At the end of the course of treatment, the curative effect of the treatment group was better
than that of the control group(P <0.05), and FEV,/FVC and Pa0O, was significantly higher than that
in control group(P <0.05). The index of PaCO,, PEFR and BODE, serum IL-6 and TNF- a levels

were significantly lower than those in control group (P <0.05). There was a negative correlation be-
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tween FEV,/FVC as well as IL-6 (r=-0.72,P =0.01) and TNF- o (r =0.74,P =0.01) in the
treatment group, and There was a positive correlation between BODE index and I1L-6 (r =0.59,P =
0.03) and TNF- o (r= 0.74,P =0.01). Conclusion: Budesonide and formoterol combined with

montelukast sodium is effective in the treatment of CVA, and the changes of serum IL-6 and TNF- «

levels are related to the degree of lung function injury.
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