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[ Abstract] Chronic obstructive pulmonary disease (COPD) is one of the major chronic airway
diseases worldwide. It is a complex, multicomponent and heterogeneous disease. Clinical studies have
found that COPD has different clinical phenotypes. Exploring the differences between different
COPD phenotypes and implementing individualized treatment strategies are of great significance for
treating this disease, improving the prognosis and the quality of patients’ life. COPD phenotype
research has become the one of the focuses in global respiratory medicine. The aim of this review is
to summarize the latest research progress of COPD phenotypes and clinical significance.
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