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Role of Macrophages in Tumor Treatment-Related Myocardial Injury
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[ Abstract] Tumor treatment-related myocardial injury is a serious side effect during tumor treatment. Common tumor treatment methods
such as chemotherapy, radiotherapy, and immunotherapy are able to cause myocardial injury. Macrophages as the main immune cells in
myocardial tissue, participate in the occurrence and development of tumor treatment-related myocardial injury. The role of macrophages differs
depending on the myocardial injury caused by different treatment methods. This article reviews the role of macrophages in myocardial injury

related to radiotherapy, chemotherapy, and immunotherapy, in order to provide clues for the mechanism research of tumor treatment-related

myocardial injury.
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