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LAM-003, a Novel Oral Heat Shock Protein 90 Inhibitor for Treatment of Acute Myeloid Leukemia,

Including Wild-Type and FMS-like Tyrosine Kinase 3 (FLT3)-Mutant Disease
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LAM-003 is synergistic in combination with venetoclax in WT FLT3 and FLT3-ITD mutant cells. LAM-003 and venetoclax combination significantly improves animal survival in a We thank Dr. Sharyn Baker (Ohio State University Comprehensive Cancer Center) for providing the
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LAM-003 alone, 8 concentrations of venetoclax alone or the combination of the two drugs (8x8) for 72 hours Mice were inoculated with 1x10” MOLM-13 cells via tail vein injection for tumor
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using the Log-rank (Mantel-Cox) test. **P = 0.005 for LAM-003 75 mg/kg; **P = 0.008 for LAM-003 BCL-2 levels (MFI = mean fluorescence intensity) was determined in AML cell lines using flow cytometry. Cell lines test. ** P = 0.008 for LAM-003 vs. vehicle; ***P = 0.0006 for drug combination Therapeutics advisory board. J.R. is a Director of Al Therapeutics. L.M. is a consultant for Al
150 mg/kg. were assayed in 2 independent experiments, each performed in duplicate. Data shown is the average MFI + SD. vs vehicle. Therapeutics. Al Therapeutics is the owner of LAM-003/LAM-003A patents.
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