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Impact of mitochondrial dysfunction on chronic obstructive pulmonary
disease from the perspective of '"dual deficiency of lung and kidney

leading to dysfunction in qi exit and reception'

XING Yeyiyi, YU Guojing, TIAN Qihui, LI Duoyang, ZHANG Tongyi, LUO Xugin,
GUO Yifan, LI Wenyu, LI Jie*

Dongzhimen Hospital, Beijing University of Chinese Medicine, Beijing 100700, China

(Abstract] Chronic obstructive pulmonary disease (COPD) is a chronic respiratory disorder characterized by persistent airflow
limitation and respiratory symptoms. Its rising prevalence and mortality pose a serious threat to human health. The core
pathogenesis of COPD is described as "dual deficiency of lung and kidney leading to dysfunction in qi exit and reception."
Centered on this theory, the paper explores the role of mitochondrial dysfunction in the development and progression of COPD, as
well as the intrinsic relationship between lung—kidney imbalance and mitochondrial abnormalities, and elaborates on the potential
value of the therapeutic method of "metal-water mutual generation (tonifying the lung and kidney)" in regulating mitochondrial
function and ameliorating disease progression. This paper aims to provide new insights and references for the prevention and
treatment of COPD with Chinese medicine.
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