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[Abstract] Objective To explore the influence of seretide on systemic inflammatory markers in the treatment
of acute exacerbation of chronic obstructive pulmonary disease (AECOPD). Methods 60 patients with AECOPD
were selected in the study. 30 healthy ones were as control group. Serum levels of C-reactive protein(CRP) , prealbu-
min(PA),soluble intercellular adhesion molecule-1(sICAM-1) and cytokines were detected on admission. According
to the classification criteria of COPD, the patients were divided into three groups. The above indexes were redetected
after 4-week seretide treatment. The serum levels of cytokines were measured by radioimmunoassay (RIA). Results
The levels of CRP and PA in the AECOPD group had significant differences before and after treatment (P<Z0. 05).
At the same time, the SICAM-1 level showed statistical difference before and after treatment(P<C0. 05). The levels of
1L-6,1L-8 and TNF-q after treatment were significantly lower than before treatment with statistical difference(P<C
0.05). Conclusion The above inflammatory markers reflect the severity of disease condition to some degree in
COPD. Seretide inhalation can effectively control airway inflammation in COPD patients with important significance
to clinical treatment.
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