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The Pathogenesis and Drug Treatment of Chronic Obstructive Pulmonary Disease
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[Abstract] Chronic obstructive pulmonary disease (COPD), is a respiratory disease characterized by restricted
airflow and difficulty breathing, which is worldwide spreading and has a significant impact on the quality of life
and health of patients. The pathogenesis of COPD is complex and mainly consists of two components, chronic
bronchitis and emphysema, which are usually caused by smoking, air pollution, occupational exposure and
genetics factors. This paper reviews the pathogenesis of COPD, including airway inflammation, oxidative stress,
abnormal protease activity, apoptosis, and gene—environment interactions. Pharmacological therapy plays a
crucial role in the management of COPD, and this article also describes the pharmacological effects of different
drug categories, such as bronchodilators, anti—inflammatory drugs, lung protectors, and immunomodulatory
drugs, and their role in relieving symptoms, reducing airway inflammation, improving smooth of airway , and
reducing disease progression. Finally, this paper emphasizes the importance of early diagnosis and comprehensive
management to improve the quality of life and prognosis of patients with COPD.
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