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Age associated dysfunction of transcription factor in lung epithelial cells and
COPD pathogenesis
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C/EBPa , a transcription factor, is activated to protect the lung during
lung injury. In senescence model, the dysfunction of C/EBPa might lead the loss of homeostasis in
lung. COPD is a representative disease that chronic smoke exposure develops lung destruction and
irreversible obstructive disorder in old, suggesting the strong association between senescence and
COPD pathogenesis. We hypothesized that C/EBPa dysfunction associates to COPD. Those transcription
factor analysis might contribute to explain the disease pathogenesis.
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