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Abstract : Mitochondria is the main site of myocardial energy metabolism,and the demand for oxygen is large,and a variety of factors
will destroy the mitochondrial structure ,resulting in rupture of the outer mitochondrial membrane ,edema of the matrix,and the decrease
in number or increase in number and volume decrease , which will further lead to mitochondrial dysfunction under hypoxic conditions. A
vicious cycle of functional limitation and structural impairment leads to myocardial energy failure. Yang Qi and mitochondria have simi-
larities in many aspects such as growth and aging,immunity , mitochondria is a microscopic existence of Yang Qi, Yang Qi deficiency is
the dysfunction of mitochondria, Qi deficiency for a long time , there are tangible evils,and the accumulation of products of energy metab-
olism disorders has the same meaning, it is believed that replenishing Yang Qi is the basis for improving myocardial ischemia. Yiqi
Huoxue method in TCM can intervene in the mitochondrial energy metabolism process of myocardium from many aspects,such as energy
substrate utilization , mitochondrial structure and function, energy metabolism enzyme and protein activity,and play a role in improving
exercise tolerance and quality of life of patients with cardiovascular diseases.
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