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[Abstract] Advances in the treatment of haematological malignancies have improved the long-term prognosis of patients to
some extent, but have also highlighted the importance of tumour progression and cardiovascular events caused by anti-tumour
therapy. A significant proportion of patients with haematological malignancies receiving existing and emerging oncological treatment
regimens such as anthracyclines, proteasome inhibitors, targeted therapies and immunotherapy experience cardiovascular events at
some point after disease remission, which seriously affects the survival and quality of life of the patients. This article reviews the
mechanisms, clinical manifestations and interventions of cardiotoxicity induced by therapeutic agents for haematological
malignancies, with the aim of providing a reference to protect patients with haematological malignancies from cardiovascular
complications.
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