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Research progress on clinical phenotypes and biomarkers of COPD
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Abstract: Chronic obstructive pulmonary disease (COPD) plagues many patients for a long time, due to its diverse clinical
classification and complex mechanism. There are still few clear biomarkers for early diagnosis, intervention and treatment of chronic
obstructive pulmonary disease. Accurate analysis of clinical typing and biomarkers can effectively prompt the development process of
the disease, guide clinical medication, and perform precise treatment. The types and biomarkers of chronic obstructive pulmonary
disease reported in recent years are reviewed in this article, hoping to provide reference and guidance for basic research, clinical

diagnosis, and treatment.
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