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Abstract: [ Objective] To evaluate the ABHDS expression in pan—cancer and its correlations with the main clinical
stages, prognosis and immune cell infiltration. [Methods] GTEx, TCGA, TIMER2.0, CPTAC databases, immunohisto-
chemistry and western blot were used to analyze the expression levels of ABHDS in different cancer tissues and adjacent tis-
sues as well as correlations between ABHDS expression and the main clinical stages. Kaplan—Meier Plotter, Oncolnc and
R2 databases were used to explore the prognostic value of ABHDS. The relationship between ABHDS and immune cell infil-
tration was analyzed by TCGA and TIMER2.0 databases. STRING and GEPIA databases were used to detect ABHD5-bind-
ing proteins and co—expression genes, which were then analyzed by GO and KEGG.[Results] The mRNA and protein ex-

pression levels of ABHDS were lower in cancer tissues than those in normal tissues in multiple cancer types, but higher in
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few cancer types. High—level expression of ABHDS was related to better prognosis in 8 cancer types and related to worse

prognosis in 2. ABHDS5 expression levels were positively correlated with immune cell infiltration in 9 cancer types, and

were the same with neutrophil infiltration and expression of immune checkpoints in pan—cancer. Enrichment analysis

showed that ABHDS was related to histone demethylation.[ Conclusion] Possibly used as a potential prognostic predictor in

pan—cancer, ABHDS was also correlated with neutrophil infiliration, expression of immune checkpoints and histone de-

methylation.

Key words: ABHDS5; pan—cancer; differential expression; neutrophil infiltration; immune checkpoints; histone

demethylation
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A: TCGA and GTEx databases. B: Timer2.0 database. 1)P < 0.05 compared with Normal group; 2)P < 0.01 compared with Normal group; 3)P <

0.001 compared with Normal group.
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Fig.1 Expressions of ABHDS mRNA in different tumor tissues and adjacent normal tissues analyzed by TCGA , GTEx
and TIMER2.0 databases
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Fig.2 Expressions of ABHDS protein levels in different tumor tissues and adjacent

normal tissues analyzed by CPTAC database
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Fig.3 Expressions of ABHDS5 protein levels in Tumor Neuroblastoma tissues analyzed by immunohistochemistry
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Fig. 6 Survival curve evaluating the prognostic value of ABHDS
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Fig.7 Correlation analyses of ABHDS expression levels with immune cell infiltration and immune checkpoint genes
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Fig. 8 ABHDS associated gene enrichment pathway analysis
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