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Introduction
CD38 is upregulated on MM cells 24 hours following cyclophosphamide, Potentiation of anti-myeloma activity of daratumumab with

Daratumumab (DARA) is the first CD38-directed monoclonal antibody (moAb) lenalidomide or bortezomib treatment combination of cyclophosphamide, lenalidomide or bortezomib

approved anywhere in the world as well as the first moAb approved for the treatment
of multiple myeloma (MM). While currently approved as monotherapy, recent results * Antibody Dependent Cellular MM1S Alone MM1S + MO + DARA MM1S + MO +I1SO
from randomized trials have shown dramatic activity in relapsed MM patients in
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become an intrinsic component of MM regimens in the future (Rajkumar and Kyle
NEJM, 2016). Based on pre-clinical data, DARA is thought to have pleiotropic
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cells for 18 hours in the presence or absence of DARA or isotype control
antibody. The % of DARA-specific tumour cell clearance was calculated as the
number of live CFSE labelled tumour cells in DARA-treated cells/Isotype-treated
cells. Additionally, M were pre-incubated with cytochalasin D (CytoD), an inhibitor
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