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Results, continued :
Abstract Background ’ Results, continued

BACKGROUND: Medulloblastoma, an aggressive but potentially
curable CNS disease, remains a treatment challenge due to the
biological heterogeneity of the disease. Analysis of actionable
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Medulloblastoma is the most common malignant CNS
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Medulloblastoma Figure 3: A: Mutation frequencies seen in the cohort (numbers in
(N=36) parentheses indicate the N of mutated cases/ total N); B: No gene
amplification tested by CISH or FISH were seen in the cohort studied

sequenced, 2 had mutations in TP53 (H178fs, Q167fs), PDE4DIP
(E243fs) and FOXO3 (L382fs, G381fs), and one mutation occurred in
each of the following: BRCA2 (V220fs/D2242fs), CTNNB1 (G34V),

3. Higher expression of TOP2A seen in non-posterior fossa
medulloblastomas may indicate an aggressive clinical behavior and may
suggest the use of TOP2A inhibitors.
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