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[Abstract] Objective To investigate the expression of methyl-CpG-binding protein 2 (MeCP2) in glio-
ma patients and its correlation with clinicopathological features and prognosis of patients. Methods The dif-
ferential expression of MeCP2 in glioma and normal brain tissues was analyzed based on the glioma data in
TCGA database and the normal brain tissue data in the GTEx database. The expression of MeCP2 gene and its
correlation with clinicopathological characteristics and prognosis of glioma patients were analyzed. Univariate
and multivariate Cox proportional hazards regression models were used to analyze the related factors affecting
the prognosis of patients. The molecular signaling pathway of MeCP2 involved in regulation in glioma was dis-
cussed by gene ontology (GO) analysis and kyoto encyclopedia of genes and genomes (KEGG) analysis of dif-
ferentially expressed genes. CIBERSORT database was used to analyze the tumor immune cell infiltration. Re-
sults The expression level of MeCP2 in glioma was higher than that in normal brain tissue,and the expres-
sion level of MeCP2 decreased with the increase of the pathological grade of glioma. High expression level of
MeCP2 was associated with younger age (.60 years) ,IDH mutant and 1p/19q co-deletion (P <C0. 001 or P <<
0. 01). Survival analysis showed that the prognosis of patients with low expression of MeCP2 was poor (P <<
0.001). Multivariate Cox regression analysis showed that age, WHO grade and IDH mutation were the inde-
pendent factors influencing the survival of patients with glioma,but MeCP2 expression was not. Go function a-

nalysis and KEGG pathway enrichment showed that MeCP2-related differentially expressed genes were significantly
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enriched in cytokine and chemokine signaling pathways. Tumor immune cell infiltration analysis showed that

the MeCP2

low-expression group had more immune cell

infiltration and higher immune score.

Conclusion MeCP2 is involved in the regulation of cytokine or chemokine signaling pathways and is closely

related to immune cell infiltration.
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