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Role of mitochondrial dysfunction in respiratory diseases and its

correlation with lung yang deficiency pattern in Chinese medicine
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(Abstract] Mitochondria, as an extremely important organelle, play a central role in human physiological activities.
Mitochondrial dysfunction is considered to be the root cause of the occurrence and development of various chronic respiratory
diseases, and it is involved in multiple physiological and pathological processes such as chronic inflammation, immune response,
and cell senescence. In the theoretical system of Chinese medicine, lung yang deficiency is one of the important patterns of chronic
respiratory diseases. Relevant studies have shown that a high degree of similarity between mitochondrial dysfunction and lung yang
deficiency in terms of microscopic pathological changes and clinical manifestations, suggesting a close correlation between lung
yang deficiency and mitochondrial dysfunction. By reviewing the relevant literature in recent years, this paper analyzes the
influence of environmental pollution on mitochondrial function, the pathogenic mechanisms of mitochondrial dysfunction in common
respiratory diseases such as chronic obstructive pulmonary disease, asthma, pulmonary fibrosis and its correlation with lung yang
deficiency. Furthermore, it summarizes the regulatory effects of active components of Chinese medicine and Chinese medicine
compound targeting mitochondrial dysfunction in chronic respiratory diseases with lung yang deficiency pattern, in order to provide

new ideas for research on the correlation between lung yang deficiency and mitochondrial dysfunction, as well as the treatment of
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respiratory diseases with Chinese medicine.

(Keywords] mitochondrial dysfunction; respiratory disease; lung yang deficiency; tonifying yang and supplementing qi;

Chinese medicine treatment
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Table 1 The correspondence between mitochondrial dysfunction and lung yang deficiency in

the dimensions of "energy, immunity and homeostasis"
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