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Clinical research hotspots of chronic obstructive
pulmonary disease in recent years

WANG Fengyan', LIANG Zhenyu', LI Xueping', CHEN Rongchang'?

(1. Department of Respiratory and Critical Care Medicine, State Key Laboratory of Respiratory Disease,
National Clinical Research Center for Respiratory Disease, Guangzhou Institute of Respiratory Health,
First Affiliated Hospital of Guangzhou Medical University, Guangzhou 510120, Guangdong, China;
2. Department of Respiratory and Critical Care Medicine, Institute of Shenzhen Respiratory Diseases,

Shenzhen People’s Hospital, Shenzhen 518020, Guangdong, China)

Abstract; Chronic obstructive pulmonary disease (COPD) is the most common chronic respiratory disease, and has at-
tracted much attention because of its disabling and fatal nature. Many important advances in clinical research have been
made in recent years. The development of early diagnostic and screening tools, as well as multidimensional phenotyping
based on lung function trajectories, quantitative imaging assessments and gene signature, have informed individualized
treatment of COPD. Multi-omics studies have made important breakthroughs in exploring biomarkers of COPD, contrib-
uting to an in-depth understanding of the pathogenesis and progression of the disease. The comparisons of inhaled drug
regimens and the efficacy of monoclonal antibodies targeting type 2 inflammation are also advancing, with a view to
providing more individualized treatments for patients with COPD by targeting the pathogenesis of the disease.
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