The dosage-dependent role of Arid1a in gastric development and tumorigenesis
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(A) Arida heterozygous tumor organoids on day 4 of combinatory reatment of 1.5 uM TPOB4

(6) A igher resolution heatmap of pS3 signaling pathway andor 2 uM Nutin-3or DMSO shows reduction of organoid size in the doubly treated group.
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(8) Quantification of the diameter of Arid1a heterozygous tumor organoids after 4 days of
treatment with either 1.5uM TP084 and/or 2uM Nutlin-3 shows a significant reduction in
organoid size after simultaneous treatment of TP0B4 and Nutlin-3 compared to DMSO and
single compound treatment. Experiments were repeated twice with organcids obtained from
different mice.
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