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Figure S1 The landscape of genome somatic alteration in TCGA-COAD and ICGC-COAD cohorts. Variant classification of genome
somatic alteration in the cohorts of TCGA-COAD (A) and ICGA-COAD (B). Variants per sample of genome somatic alteration in the
cohorts of TCGA-COAD (C) and ICGA-COAD (D). SNV class analysis of genome somatic alteration in TCGA (E) and ICGA (F). Top
10 most commonly mutated genes in TCGA-COAD (G) and ICGC-COAD (H). TCGA, The Cancer Genome Atlas; COAD, colon
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adenocarcinoma; ICGC, International Cancer Genome Consortium; SNV, stable nuclear variant.
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A Altered in 22 (100%) of 22 samples. B Altered in 261 (87.29%) of 299 samples.
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Figure S2 SNPs of the top 30 mutated genes in the COL646-MUT (A) and COL646-W'T (B) groups in the ICGC-COAD cohort. TMB,
tumor mutational burden; SNPs, single nucleotide polymorphisms; COL646, collagen type VI alpha 6 chain; MUT, mutation; W'T, wild-

type; ICGC, International Cancer Genome Consortium; COAD, colon adenocarcinoma.
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Figure S3 GSVA analyses of the differential pathways enriched in the two risk groups. KEGG, Kyoto Encyclopedia of Genes and Genomes;

GSVA, gene set variation analysis.

© Translational Cancer Research. All rights reserved. https://dx.doi.org/10.21037/tcr-23-463



0/, =
100% mm B cells.naive
= B _cells.memory
-Plasmaccells
= T.cells.CD8
80% - w T.cells.CD4.naive
= T.cells.CD4.memory.resting
= T.cells.CD4.memory.activated
T.cells.follicular.helper
60% 4 T.cellsregulatog.‘ regs.
T.cells.gamma.delta
NK cells.resting
'\I\’IK.celIsAactivated
J onocytes
40% Macrophages.MO
Macrophages.M1
- I\[/)Iacaophage"s.MZ
= Dendritic.cells.resting
20% - == Dendritic.cells.activated
= Mast.cells.resting
== Mast.cells.activated
= Eosinophils
0% A == Neutrophils
3
(o)) -
c ©
B 2 3o %
o o <R} o ]
F 2 28 £ o @ =
2 B Q2Bao?d L o o2
555 ¢ /st 8 uss Zho C D
=0 S Lond = ] e
585 %mﬂgﬁgw— g E%g cEs
2000020 80780 R0 £ oF axxt
= > © O ; 88 s o =
S£00uE OLEGLETEGSES00
SOBSOLESEOOER00w 0L bun
ToBelBsT 08 rb58082 080 i
S8 O 0T uTEETBOTOS &
FEFRFZO0FOSS0WUSZF202 -2
T.cells.regulatory..Tregs@m - - W B YB ol 10 1 3000
acro hageS.M1 Weax sax * o * 08
T cells.C JH E EE B ENEE ’
NK.c Is.ﬁ Lvagg . . z 5 =l tos gZOOO o
PI.ce s.nalﬁe AVE ¥ HE HE 3 8
asma.cells . 5E B 5 @ %
T.cells.CD4.memory.resting . . .« « .. pEE Bl EE 04 © 1000 T
Dendritic.cells.activated . .ol - . T 0.2 5 £
ac{oé)r\aq_est.... v W= BE HEE Y B ) £ o
ast.cellstesting . . ZlF B = 5 E o &
Dendritic.cells.resting . . H- - 0 E 0 =
- Eosnr{ophllg D . l. . 0.2
ast.cells.activated * = * = = =+« « =[5« H - E . x =0 -
v\feu?rog}'lﬁs * . © «+Hl Bl = 1000
T.cells.gamma.delta - . * l. -0.4
Macrophages.MO « B R R * - * -
cells.memory = . o Y E- -l t-06 high low high low
Monocytes * x o * x * * « «H * o
T.cells.CD4.naive -+ ' B H - 53
T.cells.CD4.memory.activated = = = = = ol e - HE
NK ceils_resting + + = » & « BE FE R 1| -1

Figure S4 Immune cell infiltration analysis of TCGA-COAD cohort. (A) The immune landscape of the COAD microenvironment. (B) The
correlationship among the immune cells in the TME of COAD. (C) The immune score was not significantly different between the two risk
groups. (D) The stromal score was not significantly different between the two risk groups. NK, natural killer; TCGA, The Cancer Genome
Atlas; COAD, colon adenocarcinoma; TME, tumor microenvironment.
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