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Effect of Bailing capsule on the patients with stable chronic obstructive pulmonary disease

YUAN Xiao-mei' , LI Hua-xu”, GAO Xin-yuan'

(1. Department of Respiratory Medicine, the First Affiliated Hospital of Xinxiang Medical University , Weihui 453100, Henan
Province , China ;2. Medical College of Nanchang University , Nanchang 330001 , Jiangxi Province ,China)

Abstract: Objective To investigate the effect and mechanism of Bailing capsule on the patients with stable chronic
obstructive pulmonary disease (COPD). Methods A total of 100 patients with more than two weeks of stable COPD were se-
lected from January 2013 to June 2016 in the Department of Respiratory Medicine, the First Affiliated Hospital of Xinxiang
Medical University. The patients were randomly divided into the control group and the observation group,with 50 cases in each
group. The patients in the control group were treated with tiotropium bromide powder for inhalation,and the patients in the ob-
servation group were treated with Bailing capsule orally on the basis of tiotropium bromide powder for inhalation, the patients in
the two groups were treated for 12 months. The clinical effect and the average number of acute exacerbations within one year
were compared between the two groups;and the level of serum amyloid A (SAA) were compared between the two groups before
treatment and 3,6 and 12 months after treatment. Results The total effective rate in the observation group (84.0% )was sig-
nificantly higher than that in the control group (72.0% ) after 12 months of treatment (y* =4.097,P <0.05). The average
number of acute exacerbations in the observation group within one year was significantly less than that in the control group
(P <0.01). There was no significant difference in serum SAA level between the two groups before treatment and 3 months af-
ter treatment (P >0.05). The serum SAA level in the observation group was significantly lower than that in the control group
at the time points of 6 and 12 months after treatment (P <0.05). There was no significant difference in serum SAA level be-
tween before treatment and 3 months after treatment in the two groups (P >0.05). The serum SAA level at 6 and 12 months
after treatment was significantly lower than that before treatment and 3 months after treatment in the two groups (P <0.05).
The serum SAA level at 12 months of treatment was significantly lower than that at 6 months of treatment in the two groups
(P<0.05). Conclusion Bailing capsule can inhibit the inflammatory reaction of COPD patients by interfering with the se-
cretion of serum SAA ;so as to improving the clinical manifestations of COPD patients and reducing the acute attack of COPD.
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