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Abstract:  Objective To investigate the expression of centromere protein ' (CENPF) in glioma and its prognostic sig-
nificance. Methods A bioinformatics analysis was performed based on TCGA and CGGA databases to compare the expres-
sion of CENPF in low-grade glioma, glioblastoma, and adjacent tissue and analyze its association with prognosis, and a cor-
relation analysis was performed to investigate the correlation of the mRNA expression of CENPF with P53, Ki-67, and

IDH-1 typing. Quantitative real-time PCR was used to measure the mRNA expression of CENPF, and immunohistochemis-
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try and Western blotting were used to measure the expression of CENPF in adjacent tissue and tissue samples of glioma with
different grades. A multivariate Cox regression analysis was used to investigate the association between clinicopathological
parameters and prognosis, and Kaplan-Meier survival curves were plotted. TCGA database was used to perform the Kyoto
Encyclopedia of Genes and Genomes (KEGG) pathway enrichment analysis of CENPF to explore the possible signaling
pathways involved in the development of glioma. Results The bioinformatics analysis showed that the expression of CEN-
PF was positively correlated with WHO classification of glioma, and the glioma patients with high CENPF expression had a
shorter survival time than those with low expression (P <0.05). The correlation analysis showed that the mRNA expression
of CENPF was significantly positively correlated with P53, Ki-67, and IDH-1 wild type. Quantitative real - time PCR
showed that there was an increase in the mRNA expression of CENPF, and immunohistochemistry and Western blotting
showed a positive correlation between CENPF expression and WHO grade (P <0.001). The analysis of clinicopathological
parameters showed that the expression of CENPF in glioma tissue was associated with WHO grade (P = 0.002), P53 (P =
0.016), and Ki-67 (P <0.001). The multivariate Cox regression analysis showed that WHO grade (P <0.001), CENPF ex-
pression (P =0.008), P53 expression (P =0.003), and Ki-67 expression (P = 0.006) were risk factors for poor prognosis
of glioma patients. The Kaplan-Meier survival curves showed that the glioma patients with high CENPF expression had a sig-
nificantly shorter survival time than those with low expression (P <0.0001). The KEGG pathway enrichment analysis
showed that CENPF was significantly enriched in the pathways involved in cell cycle, DNA replication, WNT/beta—
catenin, and mTORC1. Conclusion There is an increase expression of CENPF in glioma tissue, and its expression is cor-

related with WHO classification, P53, and Ki—67 typing. Therefore, CENPF can be used as a biomarker to judge the prog-
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nosis of glioma patients.

[Journal of International Neurology and Neurosurgery, 2023, 50(1): 1-8]
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