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Expressions of IL-33 and IFN-vy in serum and imbalance of Th1/Th2

in patients with chronic obstructive pulmonary disease
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Department of Respiratory and Critical Care Medicine, The First Affiliated Hospital of
Kunming Medical University, Kunming, Yunnan 650032, China
Abstract: Objective To investigate the serum expressions and clinical significance of interleukin-33 (IL-33) and
interferon gamma (IFN-y) in patients with chronic obstructive pulmonary disease ( COPD) and the characteristics of T
helper cell (Th) 1/Th2 imbalance in COPD patients. Methods A total of 110 patients with COPD treated in the First
Affiliated Hospital of Kunming Medical University from February 2017 to April 2018 were selected as the study subjects and
divided into acute exacerbation group and stable stage group(n =55, each). Another 30 heathy people were enrolled as
control group. The serum levels of TL-33 and IFN-y were detected by enzyme linked immunosorbent assay ( ELISA) ,and
Thl/Th2 status of different COPD stages were analyzed. Results The serum levels of 1L-33 and IFN-gamma in acute
exacerbation group and stable group were significantly higher than those in control group (all P <0.05) and were
significantly higher in acute exacerbation group than those in stable group (P <0.05). The ratio of IFN-gamma/IL-33 in
acute exacerbation group was significantly lower than that in control group (P <0.05) ,while it was significantly higher in
stable group than that in control group (P <0.05). Conclusions IL-33 and IFN-gamma participate in the occurrence and
development of airway inflammation in COPD. Th1/Th2 cytokine imbalance exists in COPD patients.
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