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Figure S1. Direct effects of anti-myeloma drugs on human T cells. Human T cell line, Jurkat, was
treated with anti-myeloma drugs at concentration of IC50 which was decided against MUM?24
(MEL; 2 mM, PAN; 6 nM, CFZ; 4 nM, BTZ; 3 nM, LEN; 3.5 mM) and stained with trypan-blue.
Total number (A) and percentage of live cells (B) counted 3 days, 5 days, and 7 days after addition
of each drug are indicated. Data represent the mean and standard error of mean (s.e.m.) of three
independent experiments. *p<0.05.
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Figure S2 . UPR signaling induced by PIs was suppressed by addition of the inhibitors in mye-
loma cells. MUM24 cells (A,C) or KMS34 cells (B,D) were treated with PERK inhibitor
(GSK2606414) or IRE1a inhibitor (STF083010) one hour before addition of proteasome inhibitors,
50 nM of BTZ, 30 nM of CFZ, and 2 uM of thapshigargin (THG) as a positive control. Phosphoryla-
tion of elF2a (A) or splicing of XBP1 was detected using Western blot (left panel). The band quanti-
fication is also indicated (right panel). p-eIF2a. ;phosphorylated elF20, XBP1u ;unspliced XBP1,
XBP1s ;spliced XBP1.



