A Novel B Cell Antigen Designated Lambda Myeloma Antigen (LMA) Has Been Identified Using Two Fully Human
Monoclonal Antibodies (Mabs) That Bind to Similar Epitopes on Plasma Cells From Patients With Plasma Cell Dyscrasias
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KappaMab (formerly MDX-1097) that binds to kappa MGUS n=7 7(100) | 4°(57) | 7(100) | 47(57) 4(57) 2*(29) assessed by 10B3 (A, B and D); the 1083 positive Figure 7. MGUS case (KMA+ case #36). Plot A, shows two populations of PCs, the grey population are normal PCs
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e LP-1 (A1) RPMI-8226 (A2) OPM-2 (A3) JIN3 (k) Table 3. Antigen density CD38 PECY7 1083 FAB APC Figure 8. Immunohistochemistry staining using 10B3 was abundant in MM lung, occasional in normal secondary
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(A2) and OPM-2 (A3). Neither 7F11 nor 10B3 bound to the kappa were very few plasma cells in this o O | R - e KMA and LMA expression on clonal PCs did not always correlate with BCMA and/or CD56 expression.
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PCs=plasma cells, MGUS=monoclonal gammopathy of unknown Figure 5. Amyloidosis patient (LMA+ case #36).  There is potential to target both the AFLC and clonal PCs associated with AMM and light chain
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