o B it 98 15 R 2020 4F 5 47 %% 88 Chin J Clin Oncol 2020. Vol. 47. No. 8 Www.cjco.cn 423

>

[ ]
AR
Iy

KA S BRERTEX M RIER

RS BRMEC KEY REEC MY ik FEEY OFK

WE ST REFRINAIG —FRE MLt X, AR R &R R MR SEEILRBE SRR T ARAEE
TR . SURE ol L BT B 2 — B m B R AR AU i R R R A8 A E Sk St T R AR A AP ) LR R 2 G A
P B3 IT 25 2 6 35 P 3 3 Ak T A4 AR PR R A R B S IR AL BEAS | TR A SUME B R T e R de b, R SO Atk T
TR PR B AE SRR G T P a9 AR AT 4R

XER gt R BT ERA

doi:10.3969/j.issn.1000-8179.2020.08.369

Research progress on the correlation between ferroptosis and breast cancer
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Abstract Ferroptosis, a recently discovered form of programmed cell death characterized by iron-dependent accumulation of lipid
reactive oxygen species, plays an important role in diseases such as breast cancer. Although breast cancer is a common malignant tu-
mor in women, its etiology and pathogenesis remain unclear. However, activation of the ferroptosis pathway is known to affect breast
cancer cells by inhibiting their proliferation, mitigating their resistance to chemotherapy drugs, enhancing their sensitivity to radiother-
apy, and inhibiting their distant metastases; thus, the ferroptosis pathway is a potential novel target for the treatment of breast cancer.
Herein, we summarize the mechanisms of ferroptosis and its potential role in breast cancer treatment.
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