2639 SYK Inhibitors Entospletinib and Lanraplenib Show Potent Antileukemic Activity In Combination With Targeted Agents

Luis A. Carvajal, Michael McKeown, Tressa Hood, Pavan Kumar, Douglas C. Saffran, Jorge DiMartino
Kronos Bio, Inc., San Mateo, CA, USA

ENTO or LANRA Shows Synergy With Menin Inhibition in MLLr/FLT3-ITD Models
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Figure 7. LANRA was studied alone and in combination with gilteritinib in an FLT3-ITD/NPM1m PDX. Mice were treated with 60 mg/kg
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