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2. Methodology

e Medulloblastoma is a heterogeneous disease Establish methods for inference of heterogeneity in genomic datasets from
o cohorts of bulk tumours
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Pilot Study 2

G rO u p 4) | m pa Ct treat m e nt St ratlfl Cat | O n a n d O UtCO m eS Infer intra-tumoural heterogeneity Identify and validate key features of Detailed characterisation of inferred

heterogeneity intra-tumoural heterogeneity

* Survival rates have plateaued despite biological and
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* Understanding of medulloblastoma intra-tumoural sequencing’

heterogeneity, initiation and evolution is increasing

e Variant heterogeneity: EXPANDS? * Variant heterogeneity: EXPANDS* * Variant heterogeneity: EXPANDS*
PP : e Ch | instability: « Ch | instability:
* Clinical relevance of medulloblastoma intra-tumoural o oot ntoity romosomal instabilty
. . . index (wGll)> Aneuploidy score (AS)
hEte rOgenelty featu reS rema | nS unce rtaln * Inferred evolution: * Inferred evolution:
MutationTimeR® MutationTimeR®

3. Results Pilot Study 1 (Whole exome sequences n=75)
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4. Results Pilot Study 2 (Single cell DNA sequencing with comparative whole exome sequences n=14)
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5. Results Main Study (Whole genome sequencing n=240) 6. Results Main Study (Whole genome sequencing n =240)
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