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Cancer Cells Cope With High Levels of Reactive Oxygen
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Redox Proteomic Analysis of Auranofin-Treated Ovarian Cancer Cells




Redox Proteomics Analysis of Auranofin Treated Ovarian Cancer Cells
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Thiol Redox Levels at 24h
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Auranofin Induces ER stress-UPR and Ferroptosis c nsropole
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Metallomics Detection of Auranofin Protein Targets
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Trypsin proteolysis

e NO DTT, YES iodoacetamide
* Fast digestion (2h, w:w 1:20 trypsin:protein)

LC-MS/MS analysis (peptide sequencing)

e 2 adducts: Au-triethyl-phosphine, mono-ligand gold
* Au transposition from Cys to Glu/Asp in MS
* Internal fragments

Auranofin Speciation Optimization
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Identification of AF target of an /n vitro labeled protein cell extract
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SEENG: Conclusions

Proteomics is a flexible tool
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Auranofin induces seleno-protein
depletion
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PERSPECTIVE

PRDX®6 is an Auranofin Target: Implications for Ferroptosis
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Biosynthesls of selenoproteins

IS PRDX6 INHIBITION BY AURANOFIN THE TRIGGER OF FERROPTOSIS ?
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