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BACKGROUND TGR-1202

Acute leukemia, characterized by the presence clonal hematopoietic cells in peripheral blood and bone marrow, and notable for an aggressive  TGR-1202 is a selective PI3Kb kinase inhibitor with several fold selectivity over the other PI3K isoforms as well as a
clinical course, comprises approximately 40% of newly diagnosed leukemias. Treatment for acute leukemias with multi-agent cytotoxic 441-kinase panel. Specificity of the molecule was further corroborated in cell-based and Human Whole Blood
chemotherapy is usually associated with significant toxicity. Advances in therapy have been slow, and nearly all effective therapies lead to assays. In vitro and in vivo xenograft studies demonstrated the therapeutic potential of the molecule in acute

marrow suppression and toxicities associated with prolonged cytopenias. leukemia mediated via the PI3K& pathway.
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Figure 5: Inhibition of pAKT in primary patient leukemic cells. Cells

Figure 3. Inhibition of pAKT in AML & ALL derived cell lines with = rigyre 4: Inhibition of pAKT in AML & ALL derived cell lines with  ere isolated from bone marrow of patients (n=2) diagnosed with % TGR-1202 exhibited desirable pharmaceutical/ADME/PK properties along with an excellent safety profile in GLP-TOX studies
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