A novel 3D ex vivo platform of fresh patient tumor tissue with intact tumor
microenvironment for immuno-oncology drug development and biomarker discovery
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Figure 2. Flow cytometric analysis of T-cell activation, MDSC populations and macrophage  Keytruda treated 3D microspheroids. (A)
polarization in Keytruda treated 3D microspheroids. Expression of CD3, CD4/CDS8, T-cell Expression of genes involved in M1 and M2
activation markers in CD8 cells, MDSCs and macrophage polarization was performed after macrophage polarization in two patients. Patient 1
treatment with Keytruda in 2 patients. Patient 1 shows an increase in T-cell activation markers, shows an increase in M1 genes when compared to
as well as M1 macrophage polarization, while no significant changes were observed in patient patient 2. (B) Expression of key genes involved in T-

2. PD1 occupancy can be observed in both patients, demonstrating Keytruda binding to its cell activation in two patients. An increase in these
target protein. genes is observed in patient 1 when compared to

patient 2.
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T T * Nilogen’s ex-vivo system reliably * Keytruda treatment leads to T-cell activation, M1 macrophage
Figure 1. Characterization of immune checkpoint markers in lung cancer . . . . .
patient tumor samples. H&E and PD-L1 analysis of fresh tissue from two glemonstrates. drugs.effect on the tumor polgrlzatlon and changes In MDSQ subpopulations In seleg:t
patients with adenocarcinoma of the lung. Immune microenvironment In fresh patients. There was a close correlation between flow analysis,

patient samples. cytokine release and NanoString immune gene profiling.




