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Supplementary figure 1: Representative gating strategy of

patients.
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Supplementary figure 2: (A-B) Network diagram based on gene pathway and similarity
according to GO (A) and KEGG (B) enrichment analyses for macrophages.
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Supplementary figure 3: (A) Monocle2 was used to analyze the density distributions of
different cell types over time. (B) Distribution of each sample in the pseudo-time trajectory,
where different colors represent the cell types in each sample. (C) Distribution of different

sample types in the pseudo-time trajectory. (D) Pseudo-time analysis colored by cell type.



collaggn binding
collagen msaholic process
extracellular rn.amx binding external encapsulaunggru:lule orgapization
basement membrane
extracellular swm-e organization

extracellular matrix Organization o
‘endoplasmic reticulum lumen

integdo binding . "
(] eltfaéllular matrigstructural constituent
collagen-containing extracellular matrix padjust
@egulation of cell:substrate adhesion
. extracellular matrix structural constituent conferring tensile Sirength 2207
cel\-substrngadhesmn
A tedlon of cell adhesk collagen trimer dear
fsitive eGulagign of cell adhesion o
@:el-substrate-junction
.
fucaudheslcn complex of collagen trimers fumber of genes.
O 1
Qo
ok ]
) o
blood microparticle O 50
regulation of apoptotic signaling pathwayl Qe

cnemoHne activity peplidase Wulalor activity

cell cher&mns peptidase mhﬁml activity

]
secrefary granule lumen

:y\okue activity

cell leading edge
glycusammuuw;ah binding tissu&\gration

Salmon%a infection

Lipid and athgnsclerosis

Awmsls

sLegionellosis
Pathogenic Es:%richla coli infection

p.adjust
3e-04

5604

IL-17 signaling pathway

number of genes
o 10
Q s
O
O=

Pﬁussis

Protein processing in endoplasmic reticulund)

Coronavirus disege - COVID-19

Proteuglycarg in cancer

neutrow activation
secretory wnule lume!
ribosomal subunit
peptidase reg%mr activity neutrophil n%iiated immunity ﬁal
cytoplasmiC vesicle lumen

clesicle lumen structural consl‘&lenl of ribosome

peptidase mhﬁlura ty raulal\on of peptidase activity

large riboso gal subunit

focal adhesion

hewstasis cell-sub%ale junction

cadherin binding

Cl lation . .
oﬂ" collagen-containing e)@ce\lu\ar matrix
@blood coagulation

endoplasmic reticulum lumenfy
ERAD ay

response to endoplasmic reticulum stress
ivity response to topultw’cal\y incorrect protein
cellular respnnseﬁhioric stimulus

integril%lnding cytokine

chemokine’ activity

chemokine receptor bin%ing CXCR.chemokine receptor binding

chaperane binding

Sin3 Eomplex

Supplementary figure 4: (A)Network diagram based on gene pathway and similarity in GO
(B) enrichment analysis for Fibroblasts. (B-C)Network diagram based on gene pathway and

similarity according to the GO (B) and KEGG

(C) enrichment analyses in CHI3L1+fibroblasts.
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Supplementary figure 5: (A)Pseudo-time series analysis colored by cell type. (B) Distribution
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Supplementary figure 6: Representative IF images of human UC tissues (20x). DAPI
(blue), CHI3L1 (green), SPP1 (yellow), and CD68 (red) are shown in individual
and merged channels. The experiment was performed in s3 independent patients.



Supplementary figure 7: Representative [F images of human UC-CRC tissues (20x).
DAPI (blue), CHI3L1 (green), SPP1 (yellow), and CD68 (red) are shown in
individual and merged channels. The experiment was performed in s3 independent

patients.



