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INTRODUCTION SUMMARY

NK cell
\

® We present a highly scalable, label-free solution to quantify immune cell activation over time, including infiltration, migration and

co-localization dynamics, providing insights into the pharmacokinetics and the activation mechanisms for specific immune therapies.
Dysrequlates ® This approach enables high throughput screening of candidate immunotherapies across dozens to hundreds of unique patient-
effector cell derived TO-models, thereby facilitating targeted precision therapy.

function
Discovery & preclinical development @ RES U LTS

® Conventional approaches to preclinical development of cellular
therapies face challenges with fluorescent labeling

® We record multi-day time-lapse confocal microscopy images of
30 patient-derived tumor organoid (TO) lines co-cultured with
NK cells at increasing concentrations, and use machine vision

2-D cell line-based assays

requiring differential labeling Cumbersome

labeling process

We found that the density of infiltrating immune cells (OlLs) was highly correlated with TO death, as quantified by fluorescence intensity
of caspase 3/7 over time. Differential infiltration dynamics are observed across TOs and immune cell lines, as peak infiltration density is
affected by co-culture time, TO line, and NK cell type. Furthermore, OIlLs are correlated with production of effector molecules
(granzyme B and IFN-y). These findings highlight that the segmentation models can measure varying degrees of infiltration and
activation across different types of effector cells and TO models.
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