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Human Cancer Model Initiative (HCMI)

HCMI Portfolio Breakdown
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= The HCMI Portfolio offers a robust collection of
patient-derived cancer models.

= Models enable more predictive and mechanistic
drug-response profiling

Figure 4: Top ten genomic alterations in patient-derived organoid models. (A) This
summarizes the most prevalent genomic alterations identified in next-generation cancer models
developed through the HCMI. The analysis highlights the top ten recurrent mutations observed
across patient-derived organoid models, reflecting the genomic drivers commonly present in
human tumors. These organoid models preserve high genomic fidelity, retaining over 80% of EGFR |
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Figure 2: Our production workflow outlines the end-to-end process for manufacturing and cell banking process for HCMI models. This original patient tumors. (B) Variant calling results were cross-referenced with the CLINVAR © | PIOR! e I toli d . |
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academic/institutional sites. Transitioning to accessioning, expansion, quality testing, cryopreservation of cell banks, and eventual distribution and suppressor), and variant type (e.g., missense, frameshift, splice-site). The integration of . _- and Supports the development of next-generatlon
shipment to end users by ATCC. This workflow also presents ATCC’s role in quality control, DNA analysis, comparative analysis with GDC data CLINVAR enables rigorous interpretation of genomic events by linking mutations to established ; o o Explore HCMI Models cancer therapeutics Browse the HCMI
generation, and future replenishments, emphasizing the rigorous steps involved in releasing high quality cancer models to the research community. clinical significance categories and known pathogenic molecular mechanisms. Models ' Searchable Catalog
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