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Dual role of autophagy-dependent ferroptosis

in tumor development and progression

ZHANG Huaging, LEI Jin, FENG Qiang™
(Department of Pathology, 920th Hospital of Joint Logistics Support Force, PLA, Kunming 650032, China)

Abstract: Autophagy is a cellular degradation pathway that plays an important role in maintaining cellular

homeostasis. Autophagy exhibits dual roles in tumorigenesis and development, it can promote the development

of some tumor and also inhibit the growth of others tumor. Ferroptosis is an oxidative stress-dependent

regulated cell death associated with iron accumulation and lipid peroxidation. Recent studies have found there

is a connection between autophagy and ferroptosis at the molecular level, and autophagy is involved in

regulating iron-dependent lipid peroxidation and the accumulation of reactive oxygen species during

ferroptosis. In this view, this work discusses the role of autophagy, ferroptosis and autophagy-dependent

ferroptosis in tumor development and their regulatory mechanisms.
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