ABSTRACT RESULTS Selinexor Synergizes with anti-PD-1 to Increase

Tumor Growth Inhibition Hypothesis and Suggested Model
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« Selinexor synergizes with anti-PD-1 to inhibit tumor proliferation and to induce apoptosis in-vivo.

« Selinexor treatment down regulates PD-L1 and PD-L2 proteins on tumor cells, which is
hypothesized to cooperate with anti-PD-1 treatment in blocking tumor cells-induced T-cell inhibition.

» Selinexor may also enhance TCR signaling via nuclear retention of NFAT and AP-1.

 These data provide rational support for further investigation of selinexor/ anti-PD-1 combination in
pre-clinical and clinical studies.

the following treatment groups: (i) vehicle, (ii) selinexor at sub-therapeutic dose of 5
mg/kg (M/WI/F), (iii) Anti-PD-1 (BioXCell), 100ug biwk and (iv) selinexor + anti-PD-1 Lo B Mo X il 0, s 3
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days. Xenografts were harvested, RNA and DNA were collected and tumors were The effect of selinexor on PD-L1 and PD-L2 expression in patient biopsies was determined by IHC. Note,

analyzed microscopically and by immunohistochemestry (IHC). despite the mRNA increase observed in tumor cell lines, a reduction in protein levels is observed 3-4 weeks
post-selinexor treatment.
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