The microtubulin-disrupting drug BNC105 is a potent inducer of apoptosis in AML patient samples
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BNC105 is a high potency inducer of apoptosis Investigating the mechanism by which BNC105 targets AML cells BNC105 is potent in killing AML patient cells
BNC105 is a Phase Il potent and highly selective disruptor of micro-vasculature in solid tumors leading to the The production of reactive oxygen species (ROS), AML patient samples obtained from the South Australian Cancer Research Biobank (SACRB) were exposed to
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BNC105 has sub-nanomolar activity on an AML cell line panel BNC105 was more potent that OXi4503 (CA1P) or the active form CA1l when HL-60 and the FIt3-ITD cell line concentrations tested
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BNC105 logInV] BNE195 logInt & 190 & 100 « BNC105 was shown to be more potent than 0Xi4500 (CA1l) and OXi4503 (the phosphate prodrug of CA1l).
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EC50 | ~0.1401  ~0.2729 | 0.9325 | 0.2728 | 0.6704 | 0.9949 IC50 | 0.2189 | 0.3397 1286 | 0.2348 | 1.036 | 1.263 £ £ OXi4503, a vascular disrupting agent, is currently in a Phase Ib/Il clinical trial in combination with
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IC5, values reported for all subtypes including FLT3-ITD cells were _ clinical investigation of BNC105 is warranted for AML treatment in a patient population with high
in the sub-nanomolar range. HL-60 AML (APML) with PML-RARA M3 —> M2 BNC105__OXi4503 (CATP) _CA1 BNC105 | OXi4503 (CA1P)| CA1
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