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Mechanism of Mitophagy in Heart Failure after Myocardial Infarction Based on
Theory of “Harmful Hyperactivity and Responding Inhibition”
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(1. Xiyuan Hospital ,China Academy of Chinese Medical Sciences, Beijing 100091 , China;
2. Xiyuan Hospital Suzhou Hospital , China Academy of Chinese Medical Sciences,Suzhou 215009, Jiangsu , China)

Abstract ; Mitophagy acts as a crucial mediator in the progression of heart failure (HF) after myocardial infarction (MI) ,
characterized by the clearance of the damaged mitochondria and the maintenance of mitochondrial homeostasis. The regulation of
mitophagy exerts a protective effect on cardiomyocytes post — MI. The theory of “harmful hyperactivity and responding inhibition”
in traditional Chinese medicine elucidates the physiological and pathological phenomena in the human body and guides the clini-
cal practice. The pathological mechanism underlying mitophagy dysfunction in HF after MI aligns with the theoretical essence that
“hyperactivity is harmful ,and commitment is a control. ” The involvement of the internal organs results in the impaired Qi trans-
formation , leading to the failure of the dispersal of essence,blood and body fluids,as well as the obstruction of phlegm,water and
stagnant toxins within the heart vessels. This presents an excess of harm, manifested by the accumulation of inflammatory factors
and reactive oxygen species( ROS) ,which contributes to the aggravation of mitophagy dysfunction. The interaction between these
two aspects creates a vicious cycle that is pivotal to the progression from MI to HF. Adhering to the treatment principle of “re-
straining excess and alleviating hyperactivity” ,and applying traditional Chinese medicine interventions that respect the pathogene-
sis characteristics can inhibit the mitochondrial damage ,regulate the mitophagy , promote the clearance of inflammatory factors and
ROS, protect the cardiomyocytes,and improve the cardiac function.
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