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A novel model of pediatric glioma of H3F3A mutant and TP53 mutant cerebral organoids m
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Diffuse Intrinsic Pontine Glioma (DIPG) Overarching Goals/Aims W Analysis of TP53 Mutant Growth in m
Background Cerebral Organoids Cerebral Organoid Larger sizes of TP53 mutant hiPSC of cerebral
s 1‘ _ , organoids compared to its non-mutated counterparts
Diffuse Intrinsic Pontine Glioma (DIPG) is an TPS3 Mutation® el TP53 + H3FIA Mutations* TP53 mutant hiPSCs show greater growth during may show early signs of our intended model
incurable childhood brainstem tumor, affecting CMQ crspR/Cas cerebral organoid differentiation phase compared to formation — we plan to develop an in-vitro 3D model
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Resection is impossible due Figure 2. Aims. *includes mock controls — transfected = ) A_nalyze the molecular bio'?gy (?f P53 mUta_nt
to its location and infiltrative without specific guides. Q hiPSC for cell cycle, proliferation, apoptogls,
growth. Chemotherapeutic differentiation, drug sensitivity, and expression
agents are ineffective due to Experimental Design ‘ui of cancer markers
poor  understanding  of (1) Use CRISPR/Cas9 to introduce co-mutations of 8 - H3F3A mutation on hiPSC
underlying molecular and TP53 and H3F3A in hiPSCs. References
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Figure 6. Area of cerebral organoids standardized to wild-

Figure 4. Brain organoid development timeline, Lancaster 2013. type control.
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