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PaintScape'™ enables in situ, single cell spatial multiomic visualization of 3D genome organization in
fresh froz en colorectal carcinoma tissue In spatially resolved tissue microenvironments
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PaintScape directly visualizes and characterizes in situ, single cell 3D genome structural genotype and conformational changes of normal and cancerous epithelial cells in 30 um thick FF
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CRC tissue section

Avg. target copy counts per cell by chromosome in 419-plex panel in situ on CRC tissue Distribution of Chr counts per cell in tissue sample population PaintScape identifies and characterizes in situ single cell to cell variability of amplified targets containing CRC relevant oncogenes suggesting intra-tumoral heterogeneity
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PaintScape characterizes distinct 3D genome profiles across different c ell types in tumor immune PaintScape multio mics identifies and characterizes distinct 3D genome profiles of unique cell states in tumor

microenvironment (TIME) microenvironment of Patient 1 with stage IlIB CRC
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Technology and Methods

DNA copy number of SNAI2 geneis ~2 fold
higher in Pan-CK+CDH1- cells which may

1 upregulate SNAI2 (Slug) gene expression in
these cell sub-populations

PaintScape characterizes chromosomal instability (CIN) of cancerous epithelial cells in CRCtissue from
different patients with differe nt tumor stage

This suggests these Pan-CK+CDH1- cells acquire cell

navigate through tumor immune microenvironment

cells is not driven by CDH1 DNA copy loss but
SNAI2 copy gain, an EMT driver and known
repressor of E-cadherin (CDH1)13

Pan-CK+ CDH1- cancerous epithelial cells show diffe rent 3D genome folding than Pan-CK+ CDH1+ cancerous 0
epithelial cells suggesting cell state specific 3D genome organization CDH1 SNAI2

Multiomic jebFISH™ workflow on PaintScape™ platform in 30 um thick FFtissue sections
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chromosomal interactions involving relevant chromosomes dysregulated in CRC
In Pan-CK+ cancerous epithelial cells, GeoMx WTA data shows down-regulation of
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