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Supplementary Figure 1: Estimated cell type abundance scores for tumor, stromal, and immune cell types at the
barcoded spatial locations in the histological slides of the pancreatic adenocarcinoma samples. Darker color indicates
higher abundance in respective figures. See the Methods for details regarding the calculation of cell type abundance

score.
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Supplementary Figure 2: Multivariate spatial analysis showing joint variation in spatial localization of the cell types in
the pancreatic tumor samples (four samples are shown in main figures). Spatial PCA plot shows the loading of different
cell types along the first two principal axes. Moran’s | indicates the extent of spatial autocorrelation coefficients of the

cell types.
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Supplementary Figure 3: Copy number profiles estimated from spatial gene expression data for pancreatic tumor samples
(four samples are shown in main figures). Hierarchical clustering of cells in each of the pancreatic tumor samples based on
copy number profiles estimated using InferCNV, with each row corresponding to a cell, ordered by cell types and clustered

within each cell type by copy number patterns. Dashed-rectangle reflect tumor-specific patterns and the zoomed-in

dendrogram shows main tumor subclones, with visualization of spatial localization of the subclones and corresponding

tumor abundance areas.
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Supplementary Figure 4: Estimated activity scores for cancer hallmark related pathways at the barcoded spatial
locations in the histological slides of the pancreatic adenocarcinoma samples. See the Methods for details regarding
the calculation of pathway activity score.
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Supplementary Figure 5: Multivariate spatial analysis showing joint variation in spatial localization of the pathways
associated with cancer hallmarks the pancreatic tumor samples (four samples are shown in main figures). Spatial PCA
plot shows the loading of different pathway scores along the first two principal axes. Moran’s | indicates the extent

\
Hypoxia]

PC1

Hypoxia
:| Cell.cycle

EMT

Stemness

00 05

of spatial autocorrelation coefficients of the pathways.

PC2

I%E

S5

[Apoplosis
Cell.cycle]

Inflammation’

Fypoxia
[Adhesion

PC1

(Stemness]

Inflammation

[

Adhesion

[ ]

Apoptosis

Hypoxia

[ ]

Cell.cycle

[

EMT

| I—

Stemness

0 05

S .
[Adhesion]

S9

PC1

Cell.cycle

EMT

Stemness

Inflammation

=

Adhesion

-

Apoptosis

| =)

Hypoxia

[

[

@ Cle!
EMT, Tfammaiion? |
\\
[Stemness’
PC1

Inflammation

[

Adhesion

[ ]

Apoptosis

Hypoxia

Cell.cycle

—

EMT

]

Stemness

—

05




