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[ Abstract ) Objective To investigate the clinical significance of ribosomal protein (RP) 123 in
glioblastoma (GBM). Methods Three independent GBM gene expression databases of GSE42669, GSE7696

and GSE4290 were employed to analyze the differential expression of RPL23 gene between GBM and normal
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brain tissues. The relationship between RPL23 gene and progression-free survival and overall survival of GBM
patients was investigated. Gene set enrichment analysis ( GSEA) was adopted to explore the mechanism under-
lying the effect of RPL23 gene upon GBM cell proliferation. Results The expression level of RPL23 gene in
the GBM tissues was significantly down-regulated compared with that in the normal brain tissues (P <0.05).
The progression-free survival ( Log-rank P <0.0001, HR =5.347, 95% CI. 2.568-11.060) and overall sur-
vival (Log-rank P =0.0046, HR =3.372, 95% CI. 1.680-6.767) in GBM patients with high expression lev-
els of RPL23 gene were significantly longer than those in their counterparts with low expression levels of
RPL23. GSEA results prompted that RP1.23 gene might affect the GBM cell proliferation probably through p53,
IL6-JAK-STAT3, IL2-STAT5, KRAS, PI3K-AKT-mTOR, WNT/B-Catenin and NOTCH signaling pathways,
cellular apoptosis and alternative biological processes. Conclusions RPL23 is probably an independent pro-
tective factor for GBM patients. GBM patients with high expression levels of RPL23 gene obtain better clinical
prognosis than their counterparts with low expression levels of RPL23.
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