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Dysfunction of bronchiolar stem cells in the pathogenesis of COPD
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The present researches using human lung tissues from patients with COPD and
control smokers investigated whether distribution of specific airway epithelial cells such as basal
cells and club cells and/or their dysfunction could affect the pathogenesis of the small airway
disease in chronic obstructive pulmonary disease (COPD). The results showed that although the
distribution of airway epithelial cells did not differ between COPD and controls, protease and
anti-protease imbalance was greater in COPD than control. Furthermore, the enhanced protease
activity in the airway epithelium was closely associated with the remodeling of the airways. These
findings suggest the potential of anti-protease supplementation for a novel therapeutic of COPD.
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Increased protease activity may be associated with the
remodeling of small airways
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