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Research progress of drug-induced ferroptosis

in osteosarcoma cells
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Abstract: Osteosarcoma (OS) is the most common orthopaedic primary malignant bone tumor in
adolescents, which is highly invasive. In recent decades, with the development of chemotherapy drugs, the
recurrence and metastasis rate of osteosarcoma has been significantly reduced. However, due to the emergence
of chemotherapy resistance, the survival rate of patients with OS is still at a plateau, so it is necessary to find a
new treatment. Ferroptosis is a newly discovered iron-dependent cell death mechanism which is different from
apoptosis and autophagy. Studies have shown that the way of inducing ferroptosis of tumor cells has played an
active role in the treatment of breast cancer, stomach cancer and other cancers. Inducing ferroptosis of
osteosarcoma cells may be a new treatment against osteosarcoma. This work reviewed the process of
ferroptosis and the research progress of antitumor effects of drugs induced iron death in osteosarcoma cells.
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JUgs I T 60, 5 VAN R DT R B AN R RIS T TR
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PUFAMMUFA I 25 ¥ % fig 5 i 28040 A B0 2 A
U7, PUFARI = AE ¥ K g i R 1 & B F2 (B 1),
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Ja TER Z B 2 (glutaminase 2, GLS2){EH F7=
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RN, BEfE, 7RIS R LR
% ¥ 1 (glutamic-oxaloacetic transaminase 1,
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oKG)!"™. aKGTE L Ak pry 3 3 ok S A0 B R A 7 A
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Fin56/& — P ML T4 275 T 77, FinS6iE it i
FEGPX4EE A1 H F2 R I A2 107 AR 1 B Q10 1 W
FHLHE FEIET: . Zhang®5 LR &8R- H 5 Be-
KA Z B (RGD)YE i A FLAME 51 HFinS6 N E A4,
il & T — M B 9K AR (FSR-Fin56). F|FIRGD
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