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[ Abstract ] chronic obstructive pulmonary disease (COPD) is a heterogeneous disease
characterized by chronic airway inflammation. Acute exacerbation of chronic obstructive pulmonary
disease (AECOPD) not only reduces lung function in patients with COPD, but also increases the
risk of acute exacerbation in the future. what's more, AECOPD is also the key cause of emergency,
hospitalization and mortality. Diagnosis and evaluation of AECOPD mainly depends on clinical
symptoms and lack of specific biomarkers at present. Biomarkers of AECOPD have become a
research hotspot in recent years with the development of molecular biology, epigenetics and research
on the pathogenesis of COPD. Studies have found that some potential biomarkers involved in the
occurrence and development of AECOPD, such as eosinophil, asymmetric dimethylarginine,
bilirubin, natriuretic peptide, peptidin, microRNA, GDF-15 and so on.
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