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Abstract: Cardiovascular disease, such as coronary heart disease and acute myocardial infarction, is a leading cause

of death globally. Due to the limited proliferative and regenerative capacity of adult mammalian cardiomyocytes (CMs) ,
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any of the current therapies cannot reverse the massive loss of CMs and subsequent fibrosis resulting from cardiac injury.

Mammals mainly rely on glycolysis in the embryonic stage and fatty acid oxidation after birth for energy production. Recent

reports have indicated that this metabolic pattern switch is closely related to the loss of CM proliferation. In this review, we

summarize the biological characteristics of CMs and advances in heart regeneration, meanwhile shed light on the important

role of CMs energy metabolism in cardiac regeneration.
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) . Detection time
Object of detection )
point

Differentially regulated metabolic pathways

References

Mouse individual
Postnatal day 1, 7
frozen hearts

Fatty acid metabolism; Lipid peroxidation; Al-

Front Physiol. 2018,9:365.

tered sphingolipid and plasmalogen metabolism

Branched chain amino acid degradation; Fatty

Mouse  ventricular  Postnatal day 1,

J AM Heart Assoc. 2018,7(20) :

acid metabolism; HMGCS—-mediated mevalonate

tissue samples 4,7, 23

e010378.

pathway and ketogenesis

Gestational day
Mouse heart tissues 18.5, postnatal

day 1, 7

phosphorylation; Pyruvate metabolism; Glucose

Fatty acid metabolism; Mitochondrial oxidative

Cell Discov. 2022 ,8(1):106.

metabolism; Ketone body metabolism
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