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Role of Endoplasmic Reticulum Stress in the Cardiotoxicity of Doxorubicin
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[ Abstract] As an antitumor drug, doxorubicin is effective and widely used, but it has significant cardiotoxicity. When cells are subjected
to various stimuli, intracellular misfolded or unfolded proteins accumulate, resulting in endoplasmic reticulum stress, which triggers unfolded
protein responses to restore intracellular protein homeostasis, but persistently activated unfolded protein responses can induce apoptosis. It is
currently believed that cardiomyocyte apoptosis caused by the continuously activated unfolded protein response is related to the cardiotoxicity
of doxorubicin,and many compounds and drugs may play a protective effect on the cardiotoxicity of doxorubicin by inhibiting endoplasmic

reticulum stress. This article reviews endoplasmic reticulum stress and apoptosis by endoplasmic reticulum stress in doxorubicin-induced

cardiotoxicity ,as well as protective compounds and drugs that may target this pathway.
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