FoRYEEMMEFARBEFLSF2E 2023 RBAFEHKRAITS

Role of CtBP in Cancer: A Central Hub Connecting
Growth, Migration and Death
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CtBP is a well-established co-repressor
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CtBP is a repressor of tumor suppressor genes
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CtBP is a regulator of cell metabolism
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CtBPs deletion enhances ferroptosis
sensitivity
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CtBPs deletion enhances ferroptosis
sensitivity
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Knockdown CtBP results in the oxidative stress of TNBC
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Loss of CtBPs represses anti-oxidative related pathway
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abundance of PUFA and PE

Low CtBP associates with the increased
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Phosphatidylethanolamine (PE)
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Summary >
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CtBP, a therapeutic Target?
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