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Study on inflammatory mediators and clinical condition after treatment

in patients with chronic obstructive pulmonary disease of stable phase
GAO Yan-chao, LIANG Zhi-hua, MA Zhan-cheng
Department of Respiratory Internal Medicine, Panyu Hexian Memorial Hospital of Guangzhou,
Guangzhou, Guangdong 511400, China

Abstract: Objective To investigate the inflammatory mediators, COPD staging and airflow obstruction after therapy in
patients with chronic obstructive pulmonary disease (COPD) of stable phase in order to provide further guidance for clinical
treatment of COPD. Methods A total of 60 COPD patients in stable phase treated in our hospital between January 2012
and January 2014 were selected as observation group,and matched 40 healthy peoples in physical examination were selected
as control group. The based therapy of inhaled long-acting bronchodilators and adrenocortical hormone were regularly given
in observation group. Six months after treatment,the markers of inflammatory mediators including serum surface active pro-
tein D(SPD) , Clara cell secretory protein( CC) -16 , matrix metalloproteinase( MMP) -9 , matrix metalloproteinases tissue in-
hibitors (TIMP) -1 and COPD stages, airflow obstruction degree were compared between two groups. Results ~ Compared
with control group,serum SPD level increased significantly (P <0.05) ,CC-16 level decreased significantly (P <0.05) ,
MMP-9 level increased significantly( P <0.05) ,TIMP-1 level increased significantly in observation group(P <0.01). The
Dyspnea scores[ (3.4 £0.6)vs(3.7 £0.7) ,P <0.05] ,the St. George$ respiratory questionnaire( SGRQ) scores[ (29.7 +
9.8)vs(54.3 £17.9),P <0.01] in observation group were all significantly lower than those in control group. Conclusion

The controlled trial of inflammatory mediators, COPD staging and airflow obstruction after therapy in the patients with
COPD in stable stage and healthy peoples provides further guidance of treating drugs and rehabilitation for clinical treatment
of COPD.
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