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[Abstract] Metabolism reprogram is one of the major characteristics of malignant cancer. It promotes survival of tumor
cells and launches the malignant progression of cancers under the nutrition-deficient tumor milieu. Several recent studies
have revealed that the antiporter of cystine and glutamine, system Xc ', is a key target of ferroptosis and also impairs flexi-
bility of tumor metabolism remolding and promotes dependency on glucose. This finding indicates that interfering glu-
cose uptake and glucose metabolism are potential methods of treating system Xc  overexpression cancers. This review
summarizes the expressional regulation and metabolic functions of system Xc , thereby paving a new avenue for the anti-
metabolic therapy of cancers.
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Fig 1 Transcriptional regulation of xCT
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Fig 2 Epigenetic regulation of xCT
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HIHFENADPHLEASL , 43 208 14 T 2k 3 SO i 2251
RER IR BT HINADPH A I T, dE—1E
#E TNADPHKFE .
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Fig 3 Regulation of CD98 expression
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— L iR v ] 2 B R 3F S B A i AR T ) S R A
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Fig 4 The relationship between system Xc™ and cell metabolism, including glutamine metabolism, NADPH metabolism and glucose metabolism
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