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I N  T H E  M A Z E  O F  M U L T I P L E  M Y E L O M A , 
BCMA-DIRECTED BsAbs MAY 
PROVIDE A NEW WAY FORWARD1,2

BCMA-directed BsAbs have the potential to function as tumor-recognizing immune enhancers1,2,11-13

BsAbs designed to target BCMA and CD3 on T-cells simultaneously have the potential to function as  

tumor-recognizing immune enhancers—they can bring T-cells into close proximity to MM cells,  

leading to T-cell activation and antitumor response.1-3,12,13
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Current immunotherapeutic approaches targeting BCMA in MM include 3,7,10:

A COMPLEX DISEASE
Multiple myeloma (MM) is considered an incurable disease with inevitable relapse and ongoing unmet needs, leaving no clear way forward. Innovative approaches that 

enhance tumor-specific immune activity with the potential to provide deep and durable responses and improve QOL are urgently needed for all patients, including those 

with varying clinical risk factors, performance status, and prior therapies.1,3-6

BCMA IS A PROMISING THERAPEUTIC TARGET IN MM7

BCMA is a universally present and overexpressed antigen in MM that may offer a new path:
BCMA is a tumor-associated antigen that is universally present and expressed at higher levels on  

malignant plasma cells compared with nonmalignant cells.1-3

Selectively expressed on plasma cells:
BCMA is a transmembrane glycoprotein of the TNFR superfamily. It is expressed on late-stage B-cells  

and on the surface of plasmablasts and differentiated plasma cells, and has minimal expression on  

hematopoietic stem cells or nonhematopoietic tissue.1,3,8

Associated with disease progression:
BCMA overexpression and activation can upregulate various pathways and enhance expression of  

genes critical for survival, growth, metastasis, and immunosuppression.3,9

Associated with drug resistance:
BCMA overexpression leads to enhanced expression of IL-10, PD-L1, and other immune-regulatory  

genes that are thought to suppress the immune response in the bone marrow microenvironment. BCMA  

is also detectable on pDCs, which protect MM cells in the bone marrow microenvironment and play a role  

in drug resistance.7-9
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