ASTX660, a non-peptidomimetic antagonist of clAP1/2 and XIAP, promotes an anti-tumor immune response in pre-clinical models of T-cell ymphoma.
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ASTX660 promotes immune-mediated tumor killing

INTRODUCTION ASTX660 treatment demonstrates efficacy in in vivo models of T-cell Lymphoma
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ASTX660 in vivo efficacy requires an intact adaptive immune system
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* These results describe an additional role for ASTX660 as an immunomodulatory molecule
capable of promoting an anti-tumor immune response in pre-clinical models of T-cell
lymphoma. These insights may allow better understanding of observed clinical response in the
T-cell ymphoma patient population.

* ASTX660 dosing in the syngeneic model increases tumor infiltrating leukocytes
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