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[Abstract] Chronic obstructive pulmonary disease (COPD) is a common chronic disease in
respiratory system. In the course of development, inflammatory response is an important mechanism
leading to a series of pathophysiological changes. Clinical evaluation of acute exacerbation of chronic
obstructive pulmonary disease ( AECOPD) is mainly based on clinical symptoms and lack of
sensitive objective indicators. Many studies found that multiple inflammatory mediators were
associated with AECOPD, severity and progression of the disease. This paper summarizes the
potential biomarkers of AECOPD, to investigate the value and defects of these inflammatory
mediators as AECOPD biomarkers, aiming to provide early identification of biomarkers and
monitoring methods for AECOPD.
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