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*BCMA is a cell-surface receptor on plasma cells that is overexpressed in multiple Bispecific antibody binding to  Elranatamab binding affinity to recombinant human BCMA and characterization
myeloma.’ anti-BCMA anti-CD3 CD3" T cell and myeloma cell of BAFF and APRIL interactions with elranatamab-bound BCMA were evaluated
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activation, cytokine release, and tumor cell killing.23 Myeloma * The elranatamab BCMA binding epitope was identified by a co-crystal structure
cell death with a parental anti-BCMA Fab that has identical CDR sequences to

 Elranatamab has received an accelerated FDA* and conditional EMA® approval
elranatamab.
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Herein we characterize the BCMA binding affinity, for earlier lines of treatment. on the antibody/BCMA interface.
evaluate the impact on BCMA binding to BAFF and
APRIL interactions, and identify the BCMA binding Results
epitope of elranatamab. We also generate a model from ELRANATAMAB BINDING TO HUMAN BCMA COMPETES WITH BAFF AND APRIL LIGAND BINDING Tab_le 1.. BCMA binding epitol?e of anti-BCMA bispecific
crystal structure data to map reported BCMA mutations  Human APRIL and BAFF are ligands for the BCMA receptor.® They circulate as trimers and upon binding mediate increased cell proliferation and survival via NFkB signaling. antibodies compared to key ligands.
identified In patients.  Elranatamab binds BCMA with high affinity (Figure 1). Binding competition assays determined elranatamab binding to BCMA blocks human APRIL or BAFF BCMA binding
(Figure 2). Elranatamab Teclistamab® APRIL" BAFF10.12
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Alpha-fold modeling of reported BCMA mutations in complex with anti-human BCMA Fab.
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