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Abstract

Chronic obstructive pulmonary disease (COPD) is a chronic respiratory disease that seriously endangers human health, its
pathogenesis is a hot research hotspot, including inflammation mechanism, oxidative stress mechanism, protease/anti-protease
imbalance mechanism and immune imbalance mechanism. Among them, oxidative stress mechanism is the main driving mechanism
for the occurrence and development of COPD, it can not only directly cause oxidative damage of airway and lung tissues, but also
activate other mechanisms of COPD to cause a series of pathophysiological damage. Therefore, antioxidants have received more
attention in the treatment of COPD, and they have accumulated rich evidence-based evidence and experience in clinical application.
By introducing the oxidative stress mechanism and antioxidant therapy in COPD, this paper provides a new direction for the research
and treatment of COPD to reduce the socio-economic burden brought by COPD.
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