Preclinical assessment of dual FLT3 and BCL-2 inhibition in lineage ambiguous leukemia
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Abstract Results
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Figure 2. (A) Dosing timeline. (B) Whole body bio-imaging. Black circles denote re-treatment for one animal receiving combination therapy after a 3
R0O1 CA201069 (to J.T.O), and by the Hematological Malignancy Program at St Jude Children’s Research Hospital

week drug hiatus. (C) Leukemia burden in the peripheral blood (PB) as measured by human chimerism. (D) Spleen weights and (E) chimerism of

AIM: To test the efficacy of FLT3 and BCL-2 inhibitors in pre-clinical models of BCL 11B-a leukemia. the bone marrow (BM) and spleen at the two endpoints. (F) Cytospin images of the BM of a representative animal at end point 2. (G) Flow
cytometry analysis of CD33+ in the remaining blast population at each time point.
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