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Effect of CRP,TNF-a ,IL-8 and IL-6 in Patients with Chronic Obstructive
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ABSTRACT Objective: To investigate the effect and clinical significance of serum levels of CRP, TNF-a , IL-8 and IL-6 in COPD.
Methods: The concentrations of serum TNF-a , IL-8 and IL-6 were measured by ELISA. The level of CRP in plasma was also tested.
Results: @ The levels of CRP, TNF-a , IL-8 and IL-6 significantly decreased in AECOPD, but sill significantly higher than SCOPD (P <
0.05). @ Smoking significantly increased the serum levels of CRP, TNF-a , IL-8 and IL-6. ® Serum levels of CRP, TNF-a , IL-8 and
IL-6 were inversely correlated with FEV1% and FEV1/FVC%. Conclusion: CRP, TNF-a , IL-8 and IL-6 may be involved in the chronic
airway inflammatory process in COPD, and correlate with the severity. And they may predict the prognosis of COPD patients. Smoking
may play important role in the development of COPD.
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Table 1 The levels of CRP, TNF-a , IL-8 0 IL-6 in COPD and control groups (xt s)

Group AECOPD (n=35) SCOPD (n=35) Control (n=15) P value
CRP(mg/L) 1.89+ 0.474® 1.66x 0.33*4 1.34% 0.70 <<0.05

TNF-a (4 g/L) 6.58% 0.2549 3.53% 0.374 2.15¢ 0.26 <0.05
IL-8(ng/mL) 0.74% 0.194¢ 0.35+ 0.214 0.13+ 0.02 <<0.05
IL-6(ng/L) 11.45+ 1.834® 9.27+ 1.904 8.61+ 2.83 <<0.05

Note : AP<C0.05 compared with control group; @P<C0.05 compared with SCOPD group
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Fig.1 The comparison between COPD and control groups
A: serum CPR B: serum B: serum TNF-a C: serum IL-8 D: serum IL-6
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Table 2 The levels of CRP,TNF-a ,IL-8 and IL-6 in smoker and non-smoker COPD groups (x* s)

Group COPD( smoker,n=20) COPD( non-smoker,n=15) P value
CRP(mg/L) 2.05+ 0.34*4 1.45+ 0.57 <0.05
TNF-a (4 /L) 7.64% 0.114 238+ 0.44 <0.05
IL-8(ng/mL) 0.92+ 0.50* 0.21+ 0.17 <<0.05
IL-6(ng/L) 13.18+ 2.684 8.93+ 1.63 <0.05

Note : AP<<0.05 compared with non-smoker group
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Fig.2 The comparison between COPD smoker and non-smoker groups

A: serum CPR B: serum B: serum TNF-a C: serum IL-8 D: serum IL-6
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Table3 The analysis of correlation between CRP, TNF-a , IL-8 # IL-6 and PF index in COPD groups

Group FEV1% FEVI1/FVC
CRP -0.4954 -0.4164
TNF-a -0.8184 -0.7454
1L-8 -0.587+4 -0.559+
IL-6 -0.6374 -0.5214

Note : AP<<0.05
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