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Disease Based on Mitophagy Disorder
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Abstract ;" Yang Wei Yin Xian" is the main pathogenesis of coronary atherosclerotic heart disease ( hereinafter referred to as " coronary
heart disease" ) ,in which process phlegm — blood stasis caused by Yang Qi deficiency exist throughout the disease. Mitochondrial auto-
phagy disorder is closely related to the pathogenesis of coronary heart disease,which not only reduces arterial vascular elasticity and
plaque stability but also accelerates apoptosis of vascular smooth muscle cells and cardiomyocytes. Mitophagy disorder is similar to Yang
Qi deficiency,i. e. ," Yang Wei" . Phlegm — blood stasis are induced by Yang Qi deficiency for a long time, which considered as " Yin
Xian" ,being similar to the accumulation of metabolic waste caused by mitochondrial autophagy disorder. Therefore , mitophagy disorder
is the microscopic pathological basis of " Yang Wei" ,and it is the key pathological step of " Yin Xian".
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