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Effects of mitochondrial energy metabolism disorders on myocardial
ischemic injury based on the theory of ''yang transforming into

gi and yin constituting form"
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(Abstract] During the pathological process of myocardial ischemic injury, and mitochondrial energy metabolism disorders are
a key factor in myocardial cell apoptosis and necrosis. Therefore, the intervention strategy targeting mitochondria has practical
significance for the prevention and treatment of myocardial ischemic injury. The theory of "yang transforming into qi and yin
constituting form" is a concrete interpretation of the meaning of yin and yang, which can summarize the pathological evolution
process of myocardial ischemia injury in modern medicine. Mitochondrial dysfunction —failure of yang transforming into qi—qi
transformation disorder is the basis of the pathological process of diseases, while excessive form constitution of yin-abnormal
myocardial energy metabolism—accumulation of tangible excess pathogens is the key to the pathological process of diseases. Adhering
to the characteristics of the pathogenesis, this study elucidates the guiding role of the Chinese medicine treatment principles of
tonifying yang and supplementing deficiency, submerging yin and eliminating pathogenic factors in the mitochondrial energy
metabolism mechanism of myocardial ischemia, in order to provide more ideas for subsequent clinical treatment and basic research.
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