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Abstract: Objective  To assess the role of the ferroptosis-associated gene GLS2 in the prognosis of pan-
cancer and immunity using bioinformatics methods. Methods
profiled using publicly available databases: The Cancer Genome Atlas, GTEx, Cancer Cell Line Ency-
clopedia and the International Cancer Genome Consortium. The aim was to explore the role of GLS2 gene

GLS2 expression levels in pan-cancer were

expression, gene variation survival analysis, immune infiltration, immune checkpoint related genes, TMB, and
MSI in different tumors. Results Difference in GLS2 expression levels between cancer and paraneoplastic
tissues was statistically significant in most cancer types, and the expression level was correlated with survi-
val in these cancer types. A positive correlation was found between GLS2 expression and immune
cell infiltration in multiple cancer types, and GLS2 expression level was positively correlated with TMB, MSI,
and methylation, and its expression is an indicator for potential therapeutic response. Conclusion Pan-
cancer analysis shows that the ferroptosis-related gene GLS2 can be used as a diagnostic and prognostic
marker of clear cell carcinoma of kidney, adrenocortical carcinoma, lung adenocarcinoma, and pancreatic
cancer.
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A: normal mRNA expression levels of
GLS2
database; B: mRNA expression levels of

in different tissues from GTEx

GLS2 in various tumor cell lines from
CCLE database;
difference of GLS2 between tumor and peri-
tumor samples from TCGA database; D:
mRNA expression difference of GLS2
peri-tumor and tumor

C: mRNA expression

between normal,
samples, combining data from TCGA and
GTEx databases; *: P<0.05, **: P<0.01,
***: P <0.001.
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Figure 1 mRNA expression levels

of GLS2 in different tissue and tum-
ors
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Figure 7 Correlation between GLS2 mRNA expression levels and immune checkpoints’ mRNA expression in multiple
tumors from the TCGA database
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Figure 8 Relation between TMB(A), MSI(B), and GLS2 mRNA expression levels in various tumors in the TCGA database
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Figure 9 Correlation between GLS2 mRNA expression and mutation levels of five significant MMR genes in the TCGA

database
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