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Biological Connotation of ' Qi Deficiency Induced Phlegm Stagnation' of
Dilated Cardiomyopathy Based on Mitochondrial Autophagy
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Abstract : Mitochondria are mainly involved in maintaining cellular homeostasis by selectively sequestering and degrading structural or
functional mitochondria in an autophagic manner,thereby delaying the damage of dilated cardiomyopathy. Mitophagy is the microscopic
embodiment of " Qihua" in traditional Chinese medicine,and insufficient mitochondrial autophagy can better explain the specific mecha-
nism of "deficiency of Qi" ,which can produce many pathological products. It is closely related to the process of accumulation of solid
pathological elements such as Phlegm and Turbidity, blood stasis,and Water Phlegm in the body caused by " Qi stagnation" due to " de-
ficiency of Qi". Therefore ,the pathological changes induced by mitochondrial dysfunction are like the pathological mechanism phenome-
non of "deficiency Qi induced Phlegm retention" in traditional Chinese medicine. Based on this, the mitochondrial autophagy program
can operate with the methods of " replenishing the deficiency" such as invigorating Qi, nourishing the Heart, tonifying the Spleen and
strengthening the Kidney combined with the methods of " dredging the stagnation" such as removing stasis, dissolving Phlegm , relieving
dampness,and activating the meridians, so as to maintain the homeostasis of the human body, enhance cardiac function, delay the
process of dilated cardiomyopathy ,improve the quality of life,improve prognosis,and prevent the occurrence of complications.
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