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Figure S1. Characterization and gene pathway analysis in CoCaB 1 models. A) Representative
bright field images of CoCaB 1 PDX and organoids, late passages. Scale bar represents 200 µm for
PDX and 400 µm for 2D culture. B) Representative immunohistochemistry staining of Ki67 in early,
intermediate, and late passage PDX demonstrates elevated Ki67 levels in later passages.
Magnification 200x. Scale bar represents 50 µm. C) Cisplatin response on early passage organoids.
D) Ingenuity Pathway Analysis of 306 genes commonly downregulated in late vs. early passages in
both CoCaB 1 PDX and organoids.

Figure S1

D

Organoids 2D culture

B

PDX-early PDX-intermediate PDX-late

A

50µm

0 .0 1 0 .1 1 1 0 1 0 0

2 0

4 0

6 0

8 0

1 0 0

1 2 0

lo g [C is p la tin ],  M

%
 v

ia
b

il
it

y

O rg a n o id s

400µm200µm

C



Figure S2

Figure S2. Molecular subtype characterization of CoCaB 1 models. A) Molecular subtype
analysis based on consensus subtype classification revealed subtype assignment in each CoCaB 1
models and passages. The separation level ranges from 0 to 1 and gives a measure of how a
sample is representative of its consensus class. B) RNAseq analysis showing log2(TPM) values of
the marker transcript levels in the patient tumor, PDX models, and organoids models. Ba/Sq,
basal/squamous; NE-like, neuroendocrine-like.
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Figure S3. Missense mutations in patient tumor are maintained in PDX and organoids. A-B)
IGV coverage tracks (27) of sequencing alignments demonstrate preservation of representative A)
homozygous (FAT1 V482L) and B) heterozygous (ERBB2 G776A) missense mutations from original
patient tumor through to late passage organoids.
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