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count (2100), and density (Z1.0 transcripts/um?), leaving 420,343 cells for

many different patients. B. Many cancer cell clusters are patient specific. C.
high pan-cytokeratin (PanCK) expression in epithelial/cancer clusters.
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Molecular data from surgical excision: OncotypeDX gene expression and
recurrence scores (n=263) from ER+HER2- surgery excisions were
available*. Estimates of OncotypeDX recurrence scores were based on
median centering pseudobulk log2 cpm values to RT-PCR values from
matched surgical excisions.

Figure 3. A. Pearson correlations of matching cores (n=84) for pseudobulk
epithelial/cancer cells (x-axis) and TME specific gene expression (y-axis). B.
Boxplot of Pearson correlations of matching cores for pseudobulk whole
cores, epithelial/cancer cells and TME cells.

Figure 5. Scatter plots of pseudobulk whole-core ESR1 (A) and ERBB2 (B) ACKNOWLEDGEMENTS

gene expression and Oncotype DX (C) risk scores compared to gene
expression/risk scores taken from ER+HER2+ surgical excisions (RT-PCR).
Pearson correlations are significant for ESR1 (r=0.65, p<le-9), ERBB2
(r=0.72, p<1e-9) and OncotypeDX (r=0.77, p<le-9).
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