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Methods for animal models of chronic obstructive pulmonary disease
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[ Abstract]  Chronic obstructive pulmonary disease( COPD) is a kind of airway inflammatory disease, which has a
high morbidity and mortality, and brings heavy burden to patients and society. And its pathogenesis and treatment methods
have not been thoroughly studied at present. Although animal models can only simulate part of the characteristics of the
disease, they are indispensable for further research on the physiology, pathology and treatment of COPD. This paper
summarizes the animal models, modeling methods and measurement indexes of animal models of COPD in combination with
the literatures relevant to COPD modeling in recent three years in PubMed.
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R SR B — D7 Y 3 AL, 7 1k 32 0 D 1 7 K 2
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