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Figure S1.  Differentially expressed RBPs by GBM subtype. 358 differentially 

expressed RBPs grouped according GBM subtypes defined by TCGA. 
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Figure S2. Kaplan-Meier survival plots. RBPs associated with survival reduction when 
upregulated are shown. 
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(cont.)Figure S2. Kaplan-Meier survival plots. 
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(cont.)Figure S2. Kaplan-Meier survival plots. 
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Figure S3. RBPs regulated by tumor suppressor miRNAs. 15 out of 21 selected 

overexpressed RBPs are targeted by 18 miRNAs frequently downregulated in GBMs. miR-

124-3p alone targets 6 RBPs. 
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Figure S4. Copy-number alteration and mutation analysis. 273 GBM samples with 

exome sequencing and CNA data available in cBioPortal were analyzed, and alterations in our 21 

selected RBPs were identified. Only samples presenting at least one alteration are shown. 
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Figure S5. Viability assay by MTS. Only RBPs showing significant viability reduction in 
U251 and U343 cell lines (p-value < 0.05) upon knockdown are shown (* p-value < 0.05; ** 
p-value < 0.01; *** p-value < 0.001). 
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Figure S6. Proliferation Assay – U251 cell line. Only RBPs showing significant 
reduction in proliferation capacity in both cell lines (p-value < 0.05) upon knockdown are 
shown (* p-value < 0.05; ** p-value < 0.01; *** p-value < 0.001). 
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Figure S7. Proliferation Assay – U343 cell line. Only RBPs showing significant 
reduction in proliferation capacity in both cell lines (p-value < 0.05) upon knockdown are 
shown (* p-value < 0.05; ** p-value < 0.01; *** p-value < 0.001). 
 



 11 

 
 
 
 
 
 
 
 
 
 
 
 
 
      
 
 
 
 
 
 
 
      

 
 
 
 
 
 
 
 
 
 
 
 

Figure S8. Western blot of SNRPB knockdown. Western analyses show the impact of 

knockdown on SNRPB protein levels. 
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Figure S9. Gene ontology annotation of differentially expressed genes. Enriched GO 

terms are shown for upregulated (A) and downregulated (B) genes. 
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Figure S10. SNRPB knockdown impacts genes/pathways associated with gliomagenesis. 
Several genes within critical pathways relevant to GBM origin and development presented splicing 

alterations upon SNRPB knockdown (highlighted in green). Adapted from [1, 2]. 
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Figure S11. Length of differentially spliced exons and introns. Exons with lower 

inclusion levels upon knockdown are shorter than the ones with lower inclusion levels in 

control (median knockdown = 106 nt, median control = 148 nt; p-value < 2.2e-16; Wilcoxon 

rank-sum). Introns more retained upon SNRPB knockdown are shorter than the ones more 

retained in control (median knockdown = 483 nt, median control = 1,144 nt; p-value < 

2.2e-16; Wilcoxon-rank sum). 
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Figure S12. GC content of differentially spliced exons and introns. Exons with lower 

inclusion levels present lower GC% compared to control (median knockdown = 47.25%, 

median control = 50.57%; p-value = 5.936e-07; Wilcoxon rank-sum). Introns more included 

upon knockdown present higher GC% compared with the ones more retained in control 

(median knockdown = 59.07%; median control = 43.96%; p-value < 2.2e-16; Wilcoxon 

rank-sum). 
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Figure S13. 3’ss and 5’ss strength of differentially spliced exons/introns. Exons with 

lower inclusion levels upon knockdown presented stronger 3’ss and 5’ss (3’ss p-value < 

2.2e-16; 5’ss p-value = 2.092e-14; Wilcoxon rank-sum). No significant difference was 

observed in introns (3’ss p-value = 0.4464; 5’ss p-value = 0.9095; Wilcoxon rank-sum). 
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