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[ Abstract] Chronic obstructiue pulmonary disease (COPD) is a complex systemic disease, the pathogens is

not entirely clear. Airway and lung inflammation,

oxidant/antioxidant imbalance and protease/antiprotease

imbalance are considered to be main pathogenesis. This article makes a summary on the research progress of

cytokines, mediators of inflammation, oxidative stress and protease/antiprotease imbalance in the pathogenesis of

COPD.
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