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Expression of FBLIM1 in human brain gliomas and its clinical significance based on bioinformatics analysis

YUN De=bo', LUO Bo', YANG Xue—jun’. 1. Department of Neurosurgery, Nanchong Central Hospital, Nanchong 637000, China; 2.
Department of Neurosurgery, Tsinghua Changgung Hospital, Beijing 100000, China

[Abstract] Objective To investigate the expression of FBLIM1 in human brain gliomas and its and clinical significance.
Methods The expression levels of FBLIM1 in 662 gliomas and 1 157 normal brain tissues were analyzed using R software, which were
obtained from the Cancer Genome Atlas combined with genotype tissue expression data set (TCGA, TARGET, GTEx) in UCSC database.
The relationship between the expression of FBLIM1 and the clinical characteristics of glioma patients was analyzed using glioma mRNA-
seq and clinical data of 698 glioma patients obtianed from the TCGA database, and the risk factors for the survival prognosis of glioma
patients were analyzed using Cox proportional regression risk model. Kaplan—Meier method was used to analyze the relationship between
FBLIM1 expression and survival prognosis of 1 975 glioma patients in the TCGA database and the Chinese glioma Genome Atlas
(CGGA) database. Results The expression level of FBLIM1 in glioma tissues was significantly higher than that in the normal cerebral
tissues (P<0.05), and the expression level of FBLIM1 signifcantly increased as the tumor WHO grade increased (P<0.05). The expression
of FBLIMI in glioma tissues was significantly correlated with IDH, 1p/19q co—deletion, WHO grade and age of patients (P<0.05).
Overexpression of FBLIM1 was an independent risk factor for poor survival prognosis in glioma patients (OR=1.444; 95% CI 1.032~
2.020; P<0.05). Survival curve analysis showed that the median overall survival of glioma patients with high FBLIM1 expression was
significantly shorter than that of patients with low FBLIM1 expression (P<0.05). Conclusions FBLIM1 is highly exxpressed in glioma
tissues, which is associated with poor survival prognosis of glioma patients.
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