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Competition binding assay. Free STAR2 (1mM) were added to HKe3-wtKRAS cell extracts or
HKe3-mtKRAS cell extracts. After 1 hr, the extracts were incubated with STAR2-fixed (+) or empty

(-) beads. STAR2-binding proteins were purified and detected by silver staining. Mass spectrometry
analysis identified VDAC1 and VDAC 2 as an STAR2-binding protein.
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Competition binding assay. The indicated concentrations of free
STAR2 were added to HKe3-wtKRAS cell extracts or HKe3-
MtKRAS cell extracts. After 1 hr, the extracts were incubated with
STAR2-fixed beads. STAR2-binding proteins were purified and
detected by immunoblotting with an anti-pan VDAC antibody.
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Competition binding assay. The indicated concentrations of
free STAR2 were added to HKe3-wtKRAS cell extracts or
HKe3-mtKRAS cell extracts. After 1 hr, the extracts were
incubated with STAR2-fixed beads. STAR2-binding proteins
were purified and detected by immunoblotting with an anti-
KDELR1 antibody.
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=1 Mass spectrometry (MS) #8247 D5 R

Results
Sample Name Protein gene MW Score Peptide  Coverage Accession  Note*
. - KDELR1
20kDa 1 ER lumen protein-retaining receptor 1 ERD2.1 24,542 88 1 8 P24390 NP_006792.1
30kDa 1 Volta.ge-dependent anion-selective channel- VDAC1 30,773 370 13 59 P21796 NP_003365.1
protein 1 VDAC
5 Voltage-dependent anion-selective channel- VDAC?2 31,567 99 5 19 P45880 NP_003366.2

protein 2

Note* : Accession in Mascot Search Results
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