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Supplementary Fig. 1: UHPLC-PRM/MS analysis of the N-terminal peptide from human mature 
SILAC frataxin isolated by IP using two different antibodies non-covalently bound to protein G 
magnetic beads. (A) Abcam anti-frataxin rabbit pAb 175402. (B) Abcam anti-frataxin mouse mAb 
113691. The recovery determined from mean of the ratios of the major PRM signals for 
S78GTLGHPGSLDETTYER79 from human SILAC-mature frataxin (81-210) isolated using rabbit 
pAb 175402 was 10 % compared with S78GTLGHPGSLDETTYER79 from human SILAC-mature 
frataxin (81-210) isolated using mouse mAb 113691.  L= [13C6

15N1]-leucine. 
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Supplementary Fig. 2: Product ion spectra of N-terminal tryptic peptides from mouse mature 
frataxin isolated from mouse liver. (A) L78GTLDNPSSLDETAYER94. (B) 
G79TLDNPSSLDETAYER94 (C). L81DNPSSLDETAYER94.  
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Supplementary Fig. 3: Markers of sub-cellular fractionation of mouse liver tissues (n=2) visualized 
by western blot with cytoplasmic, mitochondrial, and nuclear fractions indicated. (A) FASN 
cytosolic protein (200 kDa). (B) Histone H3 and H4 (17 kDa and 11 kDa respectively).  (C) VDAC 
mitochondrial membrane protein (31 kDa) using the stripped blot shown in Panel (A). 
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Supplementary Fig. 4: UHPLC-PRM/HRMS analysis of potential truncated peptides from human 
SILAC-frataxin internal standard (25 ng) added to mouse heart tissue.  Red arrows denote the 
retention times of authentic peptide standards. L= [13C6

15N1]-leucine. 
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Supplementary Fig. 5: UHPLC-PRM/MS analysis of potential truncated peptides from human 
frataxin.  Human SILAC-frataxin internal standard (25 ng) added to mouse heart tissue.  Red 
arrows denote the retention times of authentic peptide standards. L= [13C6

15N1]-leucine. 
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Supplementary Fig. 6: UHPLC-PRM/MS analysis of potential N-terminal Glu-C peptides from 
mouse liver frataxin. 


