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[Abstract] Objective To investigate the expression characteristics and clinical significance for the
malignant progression of eukaryotic translation initiation factor 4A1 (EIF4A1) in human glioma. Methods Based
on 615 cases of glioma and normal brain tissue with complete clinicopathological and follow-up data from The
Cancer Genome Atlas Research Network database database, gene sequencing results and corresponding
clinicopathological data were collected and exiracted to analyze the expression characteristics of EIF4A1 in
different tissues and its relationship with clinicopathological parameters. Kaplan-Meier survival analysis was used
to analyze the relationship between EIF4A1 expression level and survival time of patients with glioma. Cox
regression model was established to analyze whether EIF4A1 expression status was an independent risk factor for
prognosis of glioma patients by univariate and multivariate analysis. Results The mRNA expression level of
EIF4A1 in glioma was significantly higher than that in normal brain tissue (P<0.000 1), and the expression level
was significantly correlated with the malignant degree of glioma (P<0.000 1). EIF4A1 mRNA expression was closely
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correlated with age, pathological type, WHO grade, KI-67 expression and IDH mutation (P<0.001). Kaplan-Meier

survival analysis showed that EIF4A1 mRNA expression was negatively correlated with the survival time of glioma

patients, and the survival time of patients with low EIF4A1 mRNA expression was significantly longer than that of

patients with high expression (P<0.001). Cox regression univariate analysis showed that EIF4A1 expression was

significantly correlated with survival (P=0.001). However, multivariate analysis showed that EIF4A1 expression
status was not an independent risk factor for survival (P=0.973). Conclusion Our study indicated that EIF4A1

gene was significantly highly expressed in human glioma, and its expression status was a potential adverse factor of

disease progression and poor prognosis in glioma.

[Key words] Glioma; EIF4A 1 ;Bioinformatics ; Clinical significance ; Prognosis
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Figure 1 A:Expression of EIF4A1 mRNA in glioma and normal brain tissue, TCGA datasets were used for the analysis;B:

EIF4A1 mRNA expression in the low-grade glioma and high-grade glioma
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Table 1 Correlation between EIF4A1 expression and clinicopathological characteristics in glioma
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Table 2 Univariate and multivariate Cox regression analysis of overall survival duration in patients with glioma

KT 22 B mE S B ZNR 5 Hr

PIH HR 95% CI P1H HR 95% CI
el 0.997 0.999 0.742 ~ 1.346
A <0.001 0.202 0.145 ~ 0.280 <0.001 4.054 2.865 ~5.737
P LEi 0.001 0.132 0.042 ~ 0.415 0.217 1.568 0.767 ~ 3.204
WHO 734 <0.001 0.164 0.104 ~0.257 0.010 2.721 1271 ~5.824
EIF4A1 0.001 0.600 0.440 ~ 0.819 0.973 1.006 0.729 ~ 1.387

KI-67 <0.001 0.319 0.223 ~ 0.457 0.001 1.907 1.315 ~ 2.765
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