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Anti-tumor Activity of Irreversible 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
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models (Somanath et al., 2021).

Growth inhibition of patient-derived DLBCL Triple Hit Lymphoma (THL) and MYC-
amplified PDX samples treated with BMF-219 or clinical reversible menin inhibitors
after 6 days of treatment.
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DLBCL and MM cell lines were cultured in the presence of BMF-219 or

BMF-219 demonstrated single-agent efficacy (ICs, values between 0.1 uM

Potent Kkilling activity of BMF-219 at clinically relevant concentrations in
representative MM cell lines. MM1.R, JIN3, SKMM1 and SKMM2 cell lines were
cultured in the presence of BMF-219 (blue) or PS-341 (red) at 8 dose concentrations
ranging from 0.005 uM to 10 uM for four days and cell killing measured by Cell Titer
Glo. Representative dose response curves are shown on the top. Average IC;, values
of at least two experiments, maximal percentage cell killing, and cytogenetic
background of MM cell lines are summarized in the table.

Potent killing activity of BMF-219 at clinically relevant concentrations in
representative DLBCL cell lines. Cell lines from DHL (DB, Toledo, DOHH2), THL (VAL),
DEL (U2932), and GCB (SUDHLS8) subtypes were cultured in the presence of BMF-219
at 8 dose concentrations ranging from 0.005 uM to 10 uM for 4 days and cell killing
measured by Cell Titer Glo. Representative dose response curves are shown on the
top. Average IC;, values of at least two experiments, maximal percentage cell killing
and cytogenetic background of DLBCL cell lines are summarized in the table.

and 0.3 uM) against a panel of newly diagnosed and R/R ex vivo MM
samples, including a p53-deleted clinical profile.
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bortezomib (PS-341) for 4 days and cell proliferation was measured by Cell
Titer Glo.

= Patient-derived DLBCL PDX models and MM patient derived BMMCs were
cultured ex vivo in the presence of BMF-219 or PS-341 for 6 days and cell
proliferation was measured by Cell Titer Glo.
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