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Over 50 PCOs are currently available, a subset of which are described in Table 1. BRCA2 1% 13%
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Summary and Conclusions

Figure 2: Oncoplot of selected somatic pancreatic cancer relevant mutations in patient-derived organoid models (n=46). Color coding of histological subtype, vital status, anatomic location, O The HCMl biobank COntainS Organoids from a diverse CO”eCtiOn Of

Seed and presence of variant status is described in side panel. Percentage and data bar indicate prevalence of mutation in this cohort as well as The Cancer Genome Atlas (TCGA) pancreatic cancer cohort ] ] ] ] ] ] ] ]
Organoid culture: PCOs were sourced from ATCC® and cultured in Passage Dose Assay Assay Assay (n=179). KRAS, TP53, SMAD4, and CDKN2A were most frequently mutated in this cohort, in alignment with the main four driver mutations found in PDAC, as well as the TCGA cohort. Some models pauents and d|Sease |nd|Cat|OnS, |nCIUd|ng from pancreanc cancer.
standard extracellular matrix (ECM)-embedded conditions according _79p oh 24h 72h 168h had mutations in alternate oncogenic driver genes including GNAS, BRAF, and CTNNB1 (not shown), or less common mutations compared with the TCGA cohort such as BRCA1/2, APC, and ATM. i ) .
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