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Abstract

Chronic obstructive pulmonary disease is a chronic disease characterized by incomplete reversible airflow limitation, it is believed that
the pathogenesis is related to airway remodeling caused by protease/anti protease imbalance. Based on the molecular structure of prote-
ase and its effect on airway remodeling, this paper discusses the Neutrophil elastase, of serine class neutrophil elastase NE and matrix
metalloproteinases (Matrix metalloproteinase, MMP), the corresponding protease inhibitors were al- antitrypsin (al-Antitrypsin,),
respectively al-AT, tissue inhibitors of matrix metalloproteinases (Tissue inhibitor of matrix metalloproteinase, TIMP), and their com-
bined effects, such as NE/a1-AT, MMP/TIMP imbalance, on the remodeling of chronic obstructive pulmonary airway.
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