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Backgrou nd Results FIG 4: Reduced tumor size and enhanced survival are predominant
FIG 1: Determine the efficacy of 9-ING-41 in treating ETMR and ATRT in 9-ING-41 treated mice
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FIG 2: Gene expression changes in 9-ING-41 treated ATRT/ETMR cell ey U e —
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by this laboratory, and through our partnership with the Childhood Brain 1. ATRT and ETMR cell lines revealed a significant therapeutic dosing response
Tumor Tissue Consortium. FIG 3: Inhibition of Neurosphere formation in 9-ING-41 treated ATRT/ to GSK3B inhibitor.
ETMR Cell lines 2. P53 tumor suppressor genes are upregulated and Shh pathway genes are
Transcriptomic profiles were established by RNA seq from the lysed sample. downregulated in GSK3B inhibitor treated cells.
ATRT 7816:2141 ATRT 7616.214¢ 3. Neurosphere formation are significantly reduced in 9-ING-41 treated cells.

Proteomic profile were established by immunological staining using standard _ _ Week 1
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mass cytometry technique. 4. Tumor size are reduced and mice survival are enhanced in treated mice.
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Neurosphere assays were done by seeding two cells per well in a 96 well
plate followed by treatment with 9-ING-41. Neurosphere frequency and size
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