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Exploring the pathogenesis of chronic obstructive pulmonary
disease and traditional Chinese medicine intervention

based on autophagy pathway

LIU Qiqi', LIU Junlin', LI Zhuying**
(‘Graduate School of Heilongjiang University of Chinese Medicine, Harbin 150040, China; *Respiratory Department
of the First Affiliated Hospital, Heilongjiang University of Chinese Medicine, Harbin 150040, China)

Abstract: Chronic obstructive pulmonary disease (COPD) is one of the most common respiratory diseases,
with high incidence and mortality rate causing a huge economic burden. Autophagy, as one of the core
pathways for maintaining cellular and biological homeostasis, participates in the processing and recycling of
intracellular components. With the deepening of research into the mechanism of autophagy, it has been found
to play a crucial role in various pathogenic mechanisms of COPD, including cell apoptosis, aging,
inflammatory response, mucus clearance, cilia growth, and susceptibility to infection, indicating that
autophagy plays a key role in the pathophysiological process of COPD. Traditional Chinese medicine (TCM) is
widely used in clinical practice due to its combination of dialectical differentiation and disease diagnosis,

flexible and diverse formula combinations, and the principle of tailoring treatment to different times, places,
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and individuals. However, publications that summarize the role of TCM in regulating autophagy for the

treatment of COPD are limited. Therefore, this paper reviews relevant literature at home and abroad,

summarizes the research on the regulation of autophagy in the treatment of COPD by traditional Chinese

medicine monomers, traditional Chinese medicine formulas, and external treatment methods of traditional

Chinese medicine. Single Chinese medicines that intervene in this pathway mainly include Ginkgo biloba

extract, curcumin, astragaloside, resveratrol, puerarin, and Hypericin; traditional Chinese medicine formulas

include Yifei Sanjie Formula, Bufei Yishen Formula, Bufei Granules, Qingjin Huatan Tang, etc. We want to

provide theoretical references for the targets, mechanisms, and new drug development of traditional Chinese

medicine.

Key Words: chronic obstructive pulmonary disease; autophagy; traditional Chinese medicine
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