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Supplementary material
Method

1.1. Mass spectrometry analysis

Pre-reduced recombinant hTrx1 and hGrx1 (50 uM) were incubated with 0.1 and 0.5mM
MQ, respectively, for one hour at 37°C. Modified proteins were desalted with C4 ZipTip
and then crystallized on a matrix-assisted laser desorption/ionization (MALDI) target plate
with MALDI matrix prepared through dissolving 10 mg Sinapinic acid in 75% acetonitrile
and 0.1% trifluoroacetic acid (TFA). MQ-modified Trx1 and Grx1 were identified using
MALDI-TOF mass spectrometry (Voyager DE-Pro, AB SCIEX). Each spectrum was the

result of 50 laser shots and myoglobin was used for external calibration.
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Figure S1. Interactions of human Trx1/Grx1 and MQ analyzed by MALDI-TOF
mass spectrometry. (A) Reduced hTrx1(left panel) was incubated with 0.5 mM MQ
(right panel), mass shift was shown with multiple MQ adducts, indicating all 5 cysteines
was modified by MQ. (B) Reduced hGrx1 (left panel) was incubated with 0.5 MM MQ
(right panel), 4 adducts were seen in mass spectrum.



Redox western blot of Trx1
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Figure S2. Effects of APR-246 on redox status of Trx1 and Trx2 in Saos-2 and Saos-
2 His-273 cells. p53 null Saos-2 and mutant p53-expressing Saos-2-His-273 cells were
treated with 65 UM APR-246 for 24 hours. The redox states of Trx1 (A) and Trx2 (B)

were detected with a redox Western blotting method.



