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Transfusion-iron overload and ferroptosis. Author’ s view.
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Abstract

Iron overload is a major issue for transfusion-dependent patients. Macrophages and
heme iron play a central role in iron overload due to transfusion. We found that hemin-induced
macrophage cell death is consistent with ferroptosis, an iron-dependent non-apoptotic cell death.
Our results were recently published in “Transfusion and Apheresis Science”. In the present

report, I summarize the paper with my personal insight.
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