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double strand breaksl,zper5|stent S/G2-phase cell cycle arrest, and activation of the HR temozolomide-resistance. The distinct mechanism-of-action of VAL-083 makes it a valuable partner for combination therapies
DNA repair pathway. ™ U2sL  —TMZ -=-VALOS3 ro8G T e VAL 083 with agents already used in the treatment of GBM and other CNS tumors.
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