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Figure S1. Validation of the metabolism-related genes in an independent dataset of diffuse and in-
testinal GC cell lines. The expression profiles of the 49 genes of the five metabolic pathways (indi-
cated in Fig. 5B) were validated using gene expression profiles of another independent dataset of
diffuse and intestinal GC cell lines from GDSC [1]. Genes in bold were upregulated in diffuse com-
pared intestinal types in the TCGA GC dataset, and the genes in regular font were downregulated.
Column “Common” indicates whether the gene showed similar gene expression profiles in the two
datasets (TCGA and GDSC). Nineteen genes (indicated in green in column Common) throughout
the five metabolic pathways (i.e., cholesterol homeostasis, xenobiotic metabolism, fatty acid metab-
olism, MTORCI signaling and glycolysis) had similar expression profiles (diffuse over intestinal
subtypes) between the GC cell lines and TCGA patients with GC.
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Figure S2. Lipid abundance differences between diffuse and intestinal GC cell lines, by re-analyzing
the experiments of hydrophilic interaction chromatography and reversed phase chromatography in
DepMap. The C18-carnitines, oleylcarnitine and stearoylcarnitine, were statistically significantly
abundant in diffuse over intestinal subtypes (p < 0.05). The C16-caritine, palmitoylcarnitine, was
statistically marginally abundant in diffuse over intestinal subtypes (p=0.063). *: p < 0.05; ns:non-
significant.
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