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Background: Nanrilkefusp alfa (Nanril, SOT101) is an IL-15RBY superagonist that is comprised of the IL15 cytokine fused to
the IL-15Rx and has demonstrated a favorable safety profile and encouraging efficacy signals as a monotherapy and in
combination with KEYTRUDA® (pembrolizumab) in the Phase 1/1b AURELIO-03 trial. SOTIO’s BOXR cell therapy platform
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increased proliferation and differentiation with nanril treatment (data not shown). When tested in vivo, BOXR-T cells
had superior anti-tumor activity compared to CAR-T cells and combination treatment with nanril further improved

both BOXR-T and CAR-T cell efficacy and increased peripheral blood expansion. wizlr;r]wt Féagi%mézif:;n 3231%} iS;LOJ
Conclusions: These data demonstrate that combination of nanril with BOXR-T and CAR-T cells results in improved &
T cell function and anti-tumor activity in preclinical models. Combination of nanril with T cell-based therapies may be
a promising approach to increase efficacy in difficult-to-treat solid tumors.
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Figure 5: Nanril treatment enhances both CAR-T and BOXR T cell anti-tumor efficacy
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