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Figure 3: Steady increases in proliferating, activated T cells are observed in circulation from patients treated with PD-1/chemo. 3A-F. PD-1/chemo, but not CD40/chemo, Figure 5 (Legend Bottom of Middle Panel)
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relative contribution for PD-1/chemo and CD40/chemo
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Figure 5 Increases in soluble proteins aiding in T cell activation and immune cell migration are observed in serum from patients treated with PD-1/chemo, while
increases in soluble proteins associated with helper responses and innate immunity and chemokines are observed in serum from patients treated with CD40/chemo. 5A. AC KN OWLE DG M E NTS
Schematic of Biognosys biomarker identification and validation process using machine learning (ML) methods. The accuracy of the sPLSDA model was 62% for PD-1/chemo and
67% for CD40/chemo at predicting biomarkers for activation of dose related mechanisms. 5B-D. Absolute scores plotted against fold changes of median signal at pretreatment
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Figure 2: CCR7 expression decreases on CD27- B cells from patient PBMCs treated with
CD40/chemo. CD40/chemo, but not PD-1/chemo, decreases the expression of CCR7 on B
cells among individuals receiving CD40 relative to baseline as identified by CyTOF. (Samples
included in analyses for PD-1/chemo; C1D1 n = 31, C2D1 n = 27; and CD40/chemo: C1D1 n
=32, C2D1 n = 29)
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