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[ Abstract ]

substrates, storing and using energy in myocardial cells, while glucolipid metabolism is the main component of myocardial

Myocardial energy metabolism means the whole process of compounding energy substance by using

energy metabolism network regulation, thus the glucolipid metabolism changed in myocardial cells in different pathophysiological
conditions to adapt the energy requirement. Autophagy means removing over—dose or damaged proteins with long 7,,, and organelles
by using cytolysosome in cells, and its startup and regulation were mainly affected by cell nutrient level. Recent researched found
that, metabolism disorder of myocardial cell energy plays an important role in the occurrence and development of heart disease.
This paper mainly reviewed the relationship between glucolipid metabolism and autophagy in myocardial cells in different types of
heart disease, to provide a reference for the treatment of heart disease from the perspective of energy metabolism.
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