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Figure 4: MM.1S (GR") and MM.1R (GR™)) cells were treated with 200 nM selinexor Figure 7: MM.15 and MM.1R cells were treated with 200 nM selinexor and 100 nM The current finding suggests that GR pathway status could be used as predictive
and 100 nM DEX for 24 hrs. In MM.1S cells, selinexor alone had little to no effect on | DEX for 24 hours. BCAT2 inhibits the mTOR pathway by initiating the degradation of ker t ide d binat lection for MM batients. Whil )
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et e et significant reduction in p70S6K and 4EBP1 phosphorylation resulted. In MM.1R cells not DEX, decreases levels of BCAA in cells irrespective of GR status. Interestingly, combined with dexamethasone might be beneficial for GR"' patients, selinexor with
Cmye Transatonactve RibosomeBiogenesi Canye Translation acive RibosomeBlogenesis Canye Trandtion actve RbosonfPlogenesis the effect of selinexor on the mTOR pathway was Significant in the absence of DEX. MM.1R (GR”“") cells have higher BCAA levels than MM.1S (GRWt) cells. MTOR inhibitors could prove advantageous for patients with GRll or GR™Ut tumors.
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