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Botensilimab demonstrates unprecendented clinical activity by Botensilimab enhances T cell priming and activation Botensilimab expands new peripheral TCR clones in patients
enhancing innate and adaptive immune activation superior to first-generation anti-CTLA-4 with advanced solid cancers
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(clone 9D9, mlgG2b.DLE) or first-generation anti-CTLA-4 (clone 9D9, mlgG2b) in combination with anti-PD-1 (RMP1-14) or isotype control i g o taken on cycle 2 Day 1 forp%w ol monotherapy and combination activity in ‘cold” and poorly immunogenic tumor types.
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doublet chemotherapy (Gemcitabine and Abraxane). Antibodies (100 pg/dose) were administered on day 1 intraperitoneally (i.p), twice a week

for three weeks. Chemotherapy-treated mice received gemcitabine (70 mg/kg) i.p and Abraxane (25 mg/kg) intravenously on days 1 and 4. (turquoise) are shown. Tregs were

i b . :  Botensilimab reduces intratumoral Tregs, enhances the frequency of peripheral activated effector and
i A defined as FoxP3*/CD8: cells.
— g memory T cells and promotes emergence of new TCR clones.
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