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Research progress of ferroptosis in cancer stem cells
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Abstract: Cancer stem cells have the ability to self-renew and proliferate indefinitely. This feature is an
important cause of tumor recurrence. As a programmed cell death method discovered in recent years,
ferroptosis can specifically induce the death of cancer stem cells. Therefore, the ferroptosis of cancer stem cells
will become an important method for the treatment of tumors. This paper reviews the mechanism of ferroptosis

and the specific induction of ferroptosis in cancer stem cells to provide new ideas for the research and

doi: 10.13488/j.smhx.20210701

treatment of tumor-related diseases.
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