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Associations of Chronic Obstructive Pulmonary Disease with Plasma Levels of Interleukin — 23 and Interleukin - 17. Huang Qigin, Jiang
Jiayan, Lu Chengyue. Department of Emergency Medicine, Pingyang Branch, The Second Affiliated Hospital of Wenzhou Medical Universi-
ty, Zhejiang 325405 ,China

Abstract Objective To analyze the associations of chronic obstructive pulmonary disease ( COPD) with plasma levels of interleu-
kin(IL) —23 and IL - 17. Methods A total of 75 COPD patients and 80 healthy controls were collected. Plasma levels of IL —23 and IL
— 17 were examined by enzyme — linked immunosorbent assay ( ELISA). Comparison of average plasma levels of IL —=23 and IL - 17 be-
tween groups was performed by Student's test. Pearson correlative analysis was further conducted to evaluate the relationship between plas-
ma levels of 1L —23 and IL - 17 in patients with COPD. Results The average plasma levels of IL —23 and IL = 17 in COPD patients
were significantly higher than in the controls (IL —23; 751.17 £ 155.36 vs 686. 88 +147.36 ng/L, t =2.644, P =0.009; IL - 17
1.79 £0.21 vs 1.71 £0.17 ng/L, t =2.614, P =0.010). Furthermore, the average plasma levels of IL —23 and IL - 17 were signifi-
cantly higher in patients with acute exacerbations of COPD than in those with COPD on stable phase (IL —23. 801.31 + 141.69 vs
717.75 +128.74 ng/L, 1 =2.645, P=0.010; IL -17:2.36 +0.12 vs 1.41 0. 16 ng/L, t =27.714, P =0.000). By means of Pear-

son correlative analysis, moreover, the plasma levels of IL —23 in COPD patients were found to be positively related with the plasma levels

of IL-17 (r=0.349, P =0.011). Conclusion

The plasma levels of IL - 23 and IL - 17 may be involved in the development of

COPD, and influence the course of the disease in COPD patients. Plasma levels of IL — 23 in patients with COPD was closely linked to the

levels of 1L - 17.
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