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Phenotypes of COPD  
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Immunology of COPD 

Cigarette smoke activates innate immune  cells 
(macrophages, neutrophils and epithelial cells) by 
triggering Pathogen Recognition Receptors :  

ðdirectly (e.g. LPS, oxidative stress) or  

ðindirectly (via DAMPs; e.g. HMGB1/RAGE axis ). 

 

Defective macrophage phagocytosis  of bacteria and 
apoptotic cells in COPD.  



Immunopathology of COPD 

P. Barnes, Nat Rev Immunol 2008. 



Innate and adaptive immunity in COPD 

Brusselle G. et al, Lancet 2011; 378: 1015-26. 


