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ferroptosis-targeting cancer therapy driven by metabolic regulation

Yamada, Naoya
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Ferroptosis sensitivity of human hepatocellular carcinoma-derived cells were
upregulated by pyruvate dihydrogenase kinase inhibitor: sodium dichroloacetate (DCA), and
ferroptosis was induced by low-dose of buthionine sulfoximine. DCA upregulated the expression of
various kinds of amino acid transporter, and intrecellular amino acid levels were increased. ER
stress signal (PERK-ATF4-CHAC1) was upredulated by DCA, and the ferroptosis induction by DCA was
disappeared in PERK-KO, ATF4-KO, and CHAC1-KO cells, indicating that the ferroptosis was driven by
ER stress signal.
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