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HCMI Portfolio Breakdown
The Human Cancer Models Initiative (HCMI) is a global collaboration led by the National Cancer Institute (NCI), with A\ #7C production pipeline @ Avaiable for purchase at ATCC C D E A mmm
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Figure 3: Overview of the diversity and clinical relevance of the Human Cancer Models Initiative (HCMI) portfolio. (A) The
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Figure 1: The Human Cancer Models Initiative (HCMI). (A) Institutes involved with depositing HCMI organoid/spheroid models at ATCC®. (B) patient characteristics, including age, sex, and other available clinical metadata, underscoring the portfolio’s representation of
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established clinical significance categories and known pathogenic molecular mechanisms. kras 55 1557 HENREEEEEEEEEEEEE EEEEEEEEEENNNENNEENNENEE NEE Ateraton
ss i d HEEE B EE H EEEE B BER BEE ERE R N [
SMAD4  19% . . . . . Stopgain Splicing
- CDKN2A 15% ] [] ] ]
HCMI - Colorectal Cancer Organoids v o '
Development TGFBR2 4% ] n ] 2 BB
Centers ARID1IA 4%
Receipt QC Protocol A S — B o : C KE::E ::f B =
testing development arcceNo.| St | ] Simese | e | Ao cenael ace] o' A St e Mgmpmmme e il a5 E B B 0 E B B
trouhleaghonting e Ade”°°af°f”°ma P””‘""X RfCt”m Female 61 Stage llIB g pors .;.f"mé'f‘i B ) ) p APC 2% . . ... ..
Colorectal G13D Adenocarcinoma Metastatic Peritoneum  Female 48 Stage 11I1B Lty S ,? ";\‘&’jﬁg\ %Wg ¥ ) % 5 DDDDDDDDDD . %;; oooooo .
m Colorectal - Adenocarcinoma Metastatic Pelvis Male 39 {:‘;} ‘ﬁ-‘wf i’fwf' § § 00000 BRCA2 1% ..
Colorectal ; Adenocarcinoma Metastatic Liver Female 54 Stage IVC _— st TS § ; BRCA1 1% . . . .
Futu re Colorectal ~ G12D Adenocarcinoma Metastatic .Liver. Male 62 Stage | %{#z,f'}g’ ;,, i‘: ,(ﬂ‘ i — el BRAF 1%
Replenishment eed| - | b | By | Gedn | Raeh| @) oe O L0 JOIR TEEEEEEE e
T e T e e e T 0 e V50, e o o Figure 5: Drug sensitivity and characterization of pancreatic organoid models. (A) List of pancreatic cancer organoids
E— e p— e A T ‘E&quﬁ!cancer patien#RZ?mple (PC.O.S) that.dlsplays_ KRAS mutation status and clinical characterization. (B) To?<|C|ty induced by Cisplatin after 168 h exposure
EUNISN RSy R R R g gy g T : < Tovar exhibits similar toxicity across all models. (C) Two KRAS G12D mutant organoid models (ATCC® PDM-36™ and ATCC® PDM-
¥ esting EVP) RN R J R RN R p— e 37™) exhibit marked sensitivity to the KRAS G12D inhibitor MRTX1133 demonstrating a similar differential sensitivity for KRAS
Colorectal - Adenccarcinoma  Metastatic  Liver  Female 54 Stage IVC R R N S R B G12D mutant models in contrast with non-KRAS G12D mutant models as previously seen in colorectal organoid models. This
GDC selective drug response across multiple models and tissue types underscores the capacity of HCMI cancer organoids to support
D the development of advanced model therapeutics. (D) Pairwise comparisons with Dunnett’'s multiple comparisons test. ***P <
£oid 0.001. ***P =< 0.0001. (E) Most frequently observed genetic mutations in HCMI pancreatic organoid models. (F) Oncoplot of

selected somatic pancreatic cancer driver mutations in patient derived organoid models (n=46). Percentage and data bar indicate
prevalence of mutation in this cohort as well as The Cancer Genome Atlas (TCGA) pancreatic cancer cohort (n=179). ATCC®
provides Organoid Growth kit 1B (ATCC® ACS-7101™) and Wnt-3A producing line (ATCC® CRL-2647™) for pancreatic organoid
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cancer panel Figure 4: Colorectal cancer organoid model characterization. (A) List of colorectal cancer models that show unique KRAS = Advanced cell models enable more predictive and mechanistic drua-
mutations. (B) ATCC® PDM-43™ histopathology as compared to cglorectal cancer patient samples showing H&E, Ki67, EPCAM, . P 9
Figure 2: Our production workflow outlines the end-to-end process for manufacturing and cell banking process for HCMI models. This and RAS markers (C) The KRAS G12D mutant organoid ATCC PDM-43™  as seen also from the allelic discrimination plot, response proflllng
workflow visually walks through key stages in preliminary R&D and model generation protocol development at their respective academic/institutional iﬁi\bsi'tedl dmarked selnsitivity ;[(ORTS KRAS G12D inhiclloito(rDI\)/IlleX1133, ﬂemonstrating a pronounced cytotoxic hrespc?lnse drellati\ll?e ;o = HCMI ensures Consistency and scientific qua|ity
sites, transitioning then to accessioning, expansion, quality testing, cryopreservation of cell banks, and eventual distribution and shipment to end wild-type or alternate- -mutation organoids. eatmap shows gene expression pattern across the cell models. Red- : .
users by ATCC®. This workflow also presents ATCC'’s role in quality control, DNA analysis, comparative analysis with GDC data generation, and induced, Black-reduced. ATCC® provides Organoid Growth Kit 1A (ATCC® ACS-7100™)/Organoid Growth Kit 1D (ATCC® ACS- * Overall portfollo advances _ precision OnCOIOgy_ and supports the -
future replenishments, emphasizing the rigorous steps involved in releasing high-quality cancer models to the research community. 7103™)* for colorectal organoid culture. *For relevant growth media components and instructions, visit model specific information on ATCC's website. development of next-generatlon cancer therapeutlcs Explore HCMI Models
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