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e Entinostat plays a role in neutralizing myeloid 20000
derived suppressor cells (MDSC) to improve
anti-tumor immune response and is currently
being tested in later-stage clinical trials in
various types of cancer.

10000

Vehicle Control

¢ Using a novel 3D ex-vivo platform with fresh ¢ 4000, CD8* T Cell Activation Markers 1D . NKTCell Activation
patient tumor samples we assessed the
therapeutic efficacy of Entinostat with intact 3000 20000
stromal components and tumor immune

. . 2000
microenvironment..

10000
1000

[
Granzyme B HLA-DR

Entinostat

CONC I < »
Materials & Methods F TS

& 1F m-MDSC Cell Death
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relevant IRB approval. All 3D ex vivo studies
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Figure 3: High Content Confocal Imaging analysis of tumor cell
killing. High Content Confocal imaging of ex vivo Entinostat-treated
RCC tumoroids shows increased tumor cell killing activity. (A) 3D
. 2.5 imaging and (B) analysis of treatment-mediated TCK in RCC tumoroids.
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