Advancing Insights into Monoclonal Antibody Mechanisms: A Novel Ex-Vivo
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. Figure 2: Vivia’s methodology allows detection of ADCC and CDC-mediated tumor killing. A. MM samples were
incubated with increasing concentrations of DARA in presence of different effector (NK cells)- target (tumor) ratios. Figure 4. DARA-induced killing in different populations of cells after 24 hours of incubation. A. Tumor cells have

NK cells were isolated from peripheral blood from healthy donors. The presence of higher E:T ratios increased the higher CD38 expression levels in the cell surface than NK and T cells. B. DARA shows greater activity in tumor cells

activity of DARA indicating ADCC-mediated activity. B. MM samples were incubated with increasing concentrations of (pink) compared to NK cells (blue) and T cells (green) present in MM samples. C. Activity parameters of the

DARA for 24 hours in presence of 20% autologous plasma (presence of complement) or 20% FBS. Autologous plasma calculated dose-response curves after DARA treatment in the three populations of cells identified.

DARA 0.25 nM triggered enhanced responses to DARA compared to the activity in absence of plasma in three out of five samples
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evaluates the efficacy of daratumumab (DARA) in o
MM and allows the stratification of patients based AT 1

on their response. o

Figure 1: Flow cytometry analysis. A. Gating strategy followed to identify and
determine absolute tumor, NK and T cells counts in the conditions assayed. After
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Quantibrite Beads £ - highest concentrations assayed, CD38+ tumor cells were not detected in DARA- NK proportion at baseline. A. Mean of 10 dose-response curves shows slightly better activity of DARA after 24 hours samples were evenly distributed in both groups. Samples from patients previously treated with DARA were more
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levels, the number of NK cells, and Dara activity within plasma cells, suggesting multiple mechanisms involved in its efficacy. CO NTA CT I N FO R M
« Although samples previously treated with DARA exhibit increased resistance in our ex-vivo assay, a more uniform patient cohort should be examined to
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