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To determine whether the new immunoreceptor SLAMF3 is useful as a new
therapeutic target in advanced or refractory/relapsed multiple myeloma, this study aimed to define
the expression and biologic functions of SLAMF3 in myeloma. SLAMF3 was highly and constitutively
expressed on plasma cells from myeloma patients regardless of disease stage. SLAMF3 molecules on
myeloma cells transmitted MAPK/ERK signals mediated via the complex of SHP2 and GRB2 by self-ligand
interaction between myeloma cells, and upregulated cyclin D1/2 and BCL2 genes, suggesting that
SLAMF3 promote a high malignant potential in myeloma. SLAMF3 molecules in myeloma may be not only

new cell surface markers but also a new therapeutic target of immunotherapy and novel agents such as
small-molecule inhibitors.
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