Investigating the Inhibition of MYBL2 for Therapeutic
Intervention in Group 3 Medulloblastoma
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BACKGROUND RESULTS Demethylzeylasteral inhibits MYLB2 expression

* Medulloblastoma is the most common type of pediatric brain tumor

Targeting MYBL2 by RNAI decreases sphere area
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Figure 1: (A) Volcano plot of gene effect size in G3 MB vs pediatric CNS tumors. (B) Figure 2: (A) Westem Blot analysis of MYBL2, GAPDH, and B-Actin after MYBL2 » Currently injecting knockdowns in mice

» . . . . knockdown (B) Image of 2112 scramble sphere. (C) Image of 2112 MYBL 2.2 -
Plot depicting MYBL2 expression In patients with normal brain tissue vs. knockdown sphere (D) Plot depicting sphere area of 2112 scramble and 2112 MYBL2.2. > Send treated cells for RNA sequencing
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' » Test T-96 and FTY720 in combination with other therapies to see if a

synerqistic effect can be observed
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