Anti-tumor Activity of Covalent Menin Inhibitor, BMF-219, in High
Grade B-Cell Lymphoma and Multiple Myeloma Preclinical Models
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BMF-219 exerts pronounced lethality in DLBCL
PDX models ex vivo

BMF-219 exerts >99% lethality against MM and DLBCL cell lines
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normalized to GAPDH and referenced to DMSO control.

BMF-219 reduces menin protein in MM and DLBCL cells. Quantitation of menin protein expression in SKMM1, OPM2, Toledo and U2932 cell line treated with BMF-219, clinical reversible menin inhibitor or
preclinical reversible menin inhibitor, MI-503, for 14 hours. Average menin protein expression are of 3 independent experiments. WES blot is a representative from 1 single experiment. Cells were cultured in
the presence of menin inhibitors for 72hr or 14hr. Average % cell killing treated at 72hr and 14hr are from 2 independent experiment.
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