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Mezigdomide in novel combinations effectively reactivates immune system in patients with
relapsed/refractory multiple myeloma including those after T cell redirecting therapies
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e Prior TCRT exposure appeared to increase immune subsets related to persistent activation,
including activated T helper (CD3"CD4'HLA-DR") and activated central memory (CM) T helper cells
(CD3*CD4'CCR7"CD45RAHLA-DR"), and increased numbers of CD57* and CD366" NK and NKT cells

Figure 6. Proliferation and activation of CD4* and CD8* T cells following treatment
with MEZI-based regimens
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Treatment with MEZI-based regimens

e Upon treatment with MEZI-based regimens, patients who received and did not receive TCRT showed
increased levels of proliferation and enhanced activation of CD4" and CD8" T cells (Figure 6)

e In both patient populations, treatment with MEZI allowed a shift toward an exhausted/effector
memory (EM) phenotype (CCR7-CD45RA") in CD8" T cells with subsequent reduction of
naive (CCR7°CD45RA"), CM (CCR7*CD45RA"), and EM T cells re-expressing CD45RA (TEMRA;
CCR7-CD45RA") populations in both CD4* and CD8" T cells upon treatment with MEZI-based
regimens (Figure 7)
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