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Changes of serum adiponectin and its correlation with lung function in

patients with chronic obstructive pulmonary disease
WU Yu-rong”, LI Guo-wu
" Department of Respiratory Medicine, Third People's Hospital of Zhengzhou City, Zhengzhou, Henan 450000, China
Abstract: Objective To investigate the changes of pulmonary function and adiponectin level in patients with chronic
obstructive pulmonary disease ( COPD) in order to explore the role of adiponectin in pathogenesis of COPD and its
correlation with pulmonary function. Methods  Thirty male patients with acute exacerbation phase of COPD ( AECOPD
group, AECOPD classification; 12 cases for grade I ,13 cases for grade Il ,5 cases for grade IV) and 30 male patients
with COPD stable phase (stable phase group,COPD classification: 13 cases for grade I ,13 cases for grade Il ,4 cases for
grade [V) who admitted in the third people’s hospital of Zhengzhou city between June 2012 and January 2014 were
selected. In addition,30 healthy male subjects were selected as control group. The participants, data of age, height, body
weight and course of disease were collected. The pulmonary functions were measured, and the serum adiponectin level was
detected by double antibody sandwich enzyme linked immunosorbent assay ( ABC-ELISA) method. Results  The
percentage of the first second forced expiratory volume in expected value (FEV, % pred) and the percentage of first second
forced expiratory volume in forced vital capacity (FEV,/ FVC% )in AECOPD group decreased significantly compared with
stable phase group and control group (all P <0.01) ,and the percentage of residual volume in expected value ( RV% pred)
in AECOPD group increased significantly compared with stable phase group and control group (all P <0.01). FEV, % pred
and FEV,/FVC% in COPD stable phase group decreased significantly compared with control group (all P <0.01) ,and
RV% pred in COPD stable phase group increased significantly compared with control group (P < 0. 01). The serum

adiponectin levels in AECOPD group increased significantly compared with stable phase group and control group (all P <

DOI:

10. 13429/j. enki. cjer. 2015. 01. 004



12 o B I RAFSE 2015 45 1 H 4528 45 1 ] Chinese Journal of Clinical Research,January 2015, Vol. 28, No. 1

0.01) ,and the serum adiponectin level in stable phase group increased significantly compared with control group (P <

0.01). The serum adiponectin levels in AECOPD group and COPD stable phase group were all negatively correlated with
FEV1% pred(r= -0.826, r= -0.729,all P <0.01)and FEV,/FVC% (r= -0.624,r = -0.661,all P <0.01)and

positively correlated with RV% pred (r = 0. 715,r =0. 902, P < 0. 01 ). Conclusion

Adiponectin is involved in the

occurrence and development of chronic airway inflammation of COPD and can serve a new marker of inflammation.
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