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Research Advances of Ferroptosis in Malignant Tumors

XIANG Liang',HE Dong?,CAO Ke',ZHANG Ye-yu',XIAO Meng-qing', GONG Lian'
(1. The Third Xiangya Hospital, Central South University ,Changsha 410013, China;2. The Second
People’s Hospital of Hunan Province , Changsha 410007, China)

Abstract : Ferroptosis,a new form of programmed cell death,is an iron-dependent and non-apop-
totic cell death characterized by intracellular accumulation of reactive oxygen species (ROS). Re-
cent studies have shown that ferroptosis is closely related to the efficacy of cancer therapy. Re-
search advances in ferroptosis may provide new strategies for cancer sensitization,and new ideas
for drug development. The mechanisms and progress of ferroptosis in various malignant tumors are
reviewed.

Key words : ferroptosis ; malignancy ; tumor therapy ; oxidative stress
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