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Research progress of NCOA4-mediated iron autophagy in tumor therapy
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Abstract:Iron autophagy can regulate cell death by regulating the production of iron and reactive oxygen species. Studies have shown

that NCOA4—mediated iron autophagy plays an important role in anti—tumor. Therefore, targeting iron autophagy may help prevent

and treat disease. In this review, the research progress of NCOA4—mediated iron autophagy in anti—tumor was reviewed, and the

potential application of its molecular mechanism in anti—tumor therapy was discussed.
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