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Ferroptosis in Angiotensin Il -Induced Cardiac Hypertrophy
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[ Abstract] In addition to hypertrophic cardiomyopathy, cardiac hypertrophy is an adaptive change in cardiac myocytes to maintain
normal ejection function under prolonged anterior and posterior load stress, manifested by thickening myocardial fibers and increased oxygen
demand. However, lengthy overload work causes ventricular remodeling and cardiac dysfunction. Angiotensin [[ ( Ang I ) is an oligopeptide
hormone that is a critical component of the renin-angiotensin-aldosterone system and is involved in heart failure, cardiac remodeling after
myocardial infarction and hypertensive heart disease. Inhibition of Ang Il can effectively delay ventricular remodeling. In recent years,with the
in-depth study of ferroptosis, it has been proposed that it plays a crucial role in Ang Il -induced cardiac hypertrophy, and inhibition of
cardiomyocyte ferroptosis expected to prevent or delay Ang [l -induced cardiac hypertrophy. This article briefly reviews the role of ferroptosis in
Ang [[ -induced myocardial hypertrophy.
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