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Research of the pathoetiology of chronic obstructive pulmonary
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WFZeR RO EE (3530) : This study was aimed to elucidate the pathoetiologic mechanisms
of chronic obstructive pulmonary disease (COPD). We found that 1) chronic inflammation,
apoptosis, cell senescence, and DNA damage occur in the lungs of COPD patients; 2) DNA
damage to airway epithelial cells in mice caused cell senescence and chronic airway
inflammation; and 3) DNA-damaged airway and alveolar epithelial cells produced a large
amount of proinflammatory cytokines. These findings suggest that DNA damage plays an
important role in inflammation, apoptosis, cell senescence in the lungs of COPD patients.
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