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[Abstract] Anthracycline-related cardiotoxicity is a major complication that limits cancer therapy. Its pathogenesis involves
multiple mechanisms, including oxidative stress, mitochondrial dysfunction, topoisomerase IIf-mediated DNA damage, ferroptosis,
inflammatory responses, and myocardial fibrosis. This review summarizes recent advances in sodium-glucose cotransporter 2
inhibitors (SGLT2i) for the prevention and management of anthracycline-related cardiotoxicity. Based on the major
pathophysiological mechanisms of anthracycline-related cardiotoxicity, the potential cardioprotective actions of SGLT2i are
discussed, including reprogramming of myocardial energy metabolism, preservation of mitochondrial structural and functional
homeostasis, attenuation of oxidative stress, regulation of apoptosis and autophagy, inhibition of ferroptosis, suppression of
inflammatory responses, and alleviation of fibrotic remodeling. Current basic, translational, and preliminary clinical evidence is also
summarized and critically appraised. Finally, future research priorities are proposed in view of the current limitations, particularly

insufficient clinical evidence and uncertainty regarding the target population and timing of intervention, so as to provide a reference
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for the prevention and management of anthracycline-related cardiotoxicity and for optimizing cardiovascular care in patients with

cancer.
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