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Failure of these therapies to fully deplete tissue-resident B cells, CD20 expression 0 i

including low-expressing CD20+ B cell subsets that are precursors to
autoantibody-producing plasmablasts and plasma cells, may result in
persistent reservoirs of pathogenic clones that contribute to the
ongoing generation of autoantibodies and disease activity

Imvotamab binds to CD20 with high apparent affinity Imvotamab depletes peripheral and splenic B cells expressing low CD20,

including activated memory B cells, in vivo
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Given the preliminary clinical profile of imvotamab in NHL, which shows Imvotamab is more effective at killing a low CD20-expressing B cell line
durable response rates and a favorable safety profile, we evaluated its

potential to deplete peripheral and tissue-resident B cells in preclinical

Figure 7. CD19+ B cell subsets are depleted in the blood and spleens of CD34+ human engrafted NSG-SGM3 mice following repeat doses of imvotamab
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Figure 8. Flow cytometric analyses demonstrate CD8+ T cells are significantly activated by repeat dosing of imvotamab in the blood and spleens of
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