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Figure S1 Analysis of association between CEACAMS5 mRNA level and recurrence-free

survival (RFS) in TCGA.
(A) RFS in all stage I-III patients. (B-D) RFS in separate TNM stages. A top 20% cut-off of

CEACAMS mRNA level was used to divide patients into CEACAMS high and low groups.
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Figure S2 In silico analyses of possible mechanisms associated with CEA.
(A) Gene Oncology (GO) enrichment analysis. Top 10 of each category were shown. (B) Kyoto
Encyclopedia of Genes and Genomes (KEGG) pathways analyses. Pathways with an adjusted-P

value less than 0.05 were shown.



