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[ Abstract] Chronic obstructive pulmonary disease (COPD) is a common chronic airway disease that can be prevented and treated,
with relatively high prevalence and mortality rates. Airway epithelial injury is closely associated with the pathogenesis of COPD and its
respiratory complications. Airway epithelial progenitor cells mainly come from airway secretory cells and can repair the damaged air-
way epithelium. Many studies have shown that the reduction in the number of airway epithelial progenitor cells and dysfunction of these
cells may be important causes of COPD and respiratory complications. This article reviews the research advances in the function of air-
way epithelial progenitor cells in COPD and the mechanisms of the reduction and dysfunction of these cells, in order to provide new
ideas for the treatment of COPD and related prognosis targets .
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