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Figure S1. Kaplan-Meyer curves showing the impact of Msil expression levels on the survival of MB patients
from Groups WNT, SHH and 3. The number of patients at risk on each time interval is indicated below

Kaplan-Meyer curves.
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Figure S2. Msil impact on CHLA-01 cells phenotypes. Effect of Msil knockdown on cell growth (A) and cell
cycle distribution shown in FACS sorted cells (B). C) Cell viability measured with the MTS assay comparing
control and treated cells with Luteolin. Statistical significance calculated by one-way ANOVA and t test. Data
shown as means * s.d (*P<0.05, **P<0.01, **P<0.001 **** P<0.0001).
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Figure S3. Confirmation and validation of Msil knockdown in CHLA-01 and CHLA-01R cells. A) gRT-PCR
analysis of cell cycle/division genes using a different Msil siRNA in CHLA-01R cells. Analysis of Msil levels
by western blot (B) and qRT-PCR (C) after Msil siRNA transfection in CHLA-01 and CHLA-01R cells. D)
Volcano plot with up- and down-regulated genes from RNA-Seq analysis. E) Percentage of target genes iden-
tified by RIP-seq that also appeared in the down or up regulated sets.
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Figure S4. Musashil relationship with SRC and ERBB4. A) Network
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showing genes regulated by Msil asso-

ciated with ERBB4 and SRC according to STRING [1]. B) Expression correlation analysis in the Cavalli me-
dulloblastoma dataset [2] using Gliovis resources [3] C) Protein expression of Src and p-Src after Msil knock-

down in CHLA-01R cells by Western blot. (* p<0.05 ** p<0.01 **p<0.

001).
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Figure S5. Musashil regulates a network of genes implicated in development/morphogenesis in medullo-
blastoma G4 cells. A) Common gene ontology enriched terms (biological processes) associated with genes
upregulated after Msil knockdown in CHLA-01R cells and genes upregulated in GBM Msil KO lines [4]. B)
Protein-protein network according to STRING [1] showing development/morphogenesis showing increased
expression after Msil knockdown.

SUPPLEMENTARY TABLES
Table S1. List of primers and probes used in qRT-PCR analysis.

Table S2. Genes altered in CHLA-01R Msil knockdown cells identified by RNA-seq. Sheet 1) Summary; Sheet 2) Genes
showing changes in expression after Msil knockdown; Sheet 3) Gene Ontology analysis of downregulated genes after
Msil knockdown; Sheet 4) Gene Ontology analysis of upregulated genes after Msil knockdown; Sheet 5) Common GO
terms (in red) identified in the comparison to enriched GO terms identified in the analysis of upregulated genes in Msil
KO GBM cells [4].

Table S3. Musahil target genes in CHLA-01R cells identified by RIP-seq. Sheet 1) Results of the RIP-seq analysis; Sheet
2) Msil identified targets; Sheet 3) Gene Ontology analysis of coding transcripts associated with Msil; Sheet 4) Com-
parison between Msil targets identified in this study and previous studies performed by our lab [5-7]; Sheet 5) Cell
cycle and division genes identified in the RNA-seq and RIP-seq studies.

Table S4. Gene Modules identified with HumanBase [8]. Sheet 1) Gene modules and their associated GO terms identi-
fied in the analysis with downregulated genes from the RNA-seq study; Sheet 2) Gene modules and their associated
GO terms identified in the analysis with Msil targets from the RIP-seq study; Sheet 3) GO terms present in gene modules
identified in both the RNA-seq and RIP-Seq analyses.

Table S5. List of genes that were characterized as biomarkers of different subtypes of MB according to Hovestadt et al.,
2019 [9].
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