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[Abstract] Chronic obstructive pulmonary disease (COPD) is a common respiratory disease character-

ized by persistent airflow limitation. Airway remodeling is the important pathophysiological basis of airflow

limitation in COPD. Recent studies suggest that epithelial mensenchymal transition (EMT) is closely correla-

ted with the occurrence and development of airway remodeling of COPD. Inhibiting EMT may be a new direc-

tion in the treatment of COPD.
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