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Abstract  
 
Introduction 
The urokinase plasminogen activation receptor (uPAR) is known to play an active role in 
airway tissue remodelling (Kucharewicz I et al. 2003), while uPAR single nucleotide 
polymorphisms (SNPs) are known to influence both baseline lung function (Stewart CE et 
al. 2009) and lung function decline (Barton SJ et al. 2009). Lung function and airway 
remodelling are important characteristics of COPD (James AL et al. 2007), suggesting that 
uPAR plays an active role in COPD. This is further supported by studies that have identified 
an upregulation of uPAR levels in both induced sputum (Xiao W et al. 2005) and in small 
airway epithelial cells (Wang IM et al. 2005) obtained from COPD cohorts. We therefore 
hypothesise that serum soluble cleaved uPAR (scuPAR) levels may reflect ongoing COPD 
mechanisms and be a biomarker for COPD clinical phenotypes and/or baseline lung 
function. 
 
Methodology 
Serum scuPAR levels in 399 COPD patients (57.1% male, 42.9% female; Age range 46-93; 
average age 67) were determined using ELISA. Correlation of scuPAR levels to a number of 
confounders (e.g. age, sex & smoking pack years) was carried out using Pearson’s 
correlation, followed by comparing scuPAR levels to different stages of COPD severity as 
defined by the GOLD criteria (Mild n=20, Moderate n=108, Severe n=165, Very Severe 
n=74) using a one-way ANOVA. ScuPAR levels were also compared to baseline FEV1 and 
FEV1/FVC using multiple regression analyses with age, sex, height and smoking pack/year 
as covariates. 
 
Results 
Serum scuPAR levels were significantly correlated to age (p=0.005). Serum scuPAR does 
not vary between different GOLD defined stages of COPD severity (Mean scuPAR: 
Mild=5423.87pg/ml, Moderate=5769.42pg/ml, Severe=5603.58pg/ml & Very 
Severe=6180.62pg/ml; p=0.657). Serum scuPAR levels are not associated with either 
baseline FEV1 (p=0.753) or FEV1/FVC (p=0.502) in COPD subjects. 
 
Conclusions 
Serum levels of scuPAR are not associated with COPD severity or baseline FEV1 and 
FEV1/FVC. Therefore circulating concentrations of scuPAR do not correlate well with 
clinical measures of COPD and do not reflect the elevated uPAR levels in COPD airways. 
 


