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Background IMMUNO-ONCOLOGY INFLAMMATION
Translation of preclinical findings into effective therapies remains limited by conventional models that fail to capture the CRC tumoroids

complex immune, stromal and inflammatory interactions present in human disease. To address this, we developed two + TiLs + CAFs IBD intestinal biopsies
complementary patient-derived ex vivo platforms spanning immuno-oncology and inflammatory disease: a colorectal cancer Bottom-up assembled: Top-down intact:

(CRC) tumoroid system assembled bottom-up with autologous tumour-infiltrating lymphocytes (TILs) and cancer-associated

: native cellular architecture and
fibroblasts (CAFs), and an intact human intestinal biopsy platform for inflammatory bowel disease (IBD). Both generate modular control of immune ana

; L . . . . spatial organisation
functional readouts to therapeutic intervention while capturing donor-to-donor heterogeneity. stromal content and dose

CAFs reshape the chemosensitivity profile of CRC tumoroids An IBD translational platform from fresh patient biopsies
Tumoroids, autologous TILs and CAFs are isolated from each patient and recombined, giving modular Fresh endoscopic biopsies from Crohn's disease (CD), ulcerative colitis (UC) and non-IBD donors were
control over immune and stromal content. Five tumoroid lines were profiled against standard-of-care cultured under submerged ex vivo conditions and exposed to inflammatory stimuli (activation cocktail or
(SOC) 5-fluorouracil (5-FU) and SN-38 (active metabolite of irinotecan); CRC-23 was additionally LPS) + adalimumab. Cytokines were quantified with a 13-plex LEGENDplex panel.

screened with paclitaxel, oxaliplatin and gefitinib with or without autologous CAFs.
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IBD biopsies retain an inflammatory cytokine profile ex vivo
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Conclusions Scan the code
- Reconstituted (CRC) and native (IBD) patient-derived ex vivo systems both generate clinically relevant functional readouts across Download the digital

distinct disease areas. version of this research
The bottom-up CRC model offers modular control over immune—stromal composition and dose, resolving donor-specific SOC and poster and take all the

latest advancements and
data home in your pocket.

BITE responses.

The top-down IBD biopsy model preserves intact tissue biology and responds pharmacologically to anti-TNF-a therapy.

By capturing inter-patient heterogeneity, both support predictive biomarker identification across immuno-oncology and inflammation
drug discovery pipelines.
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