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Figure 1: PD-L1 expression by flow cytometry. Baseline (solid) and induced (dashed- o 0w 0 W@ of TCE and ATC. (C). Intracranial NCI-H1975
50 ng/ml IFNy, 48hr) PD-L1 expression in cell culture lines of pediatric brain tumors, o verceare ";Zimemnimm tumor bioluminescence. Mice treated with X
adult glioblastoma, and . . TCEsATC omemmiicenare  —oimertinib, TCE, and ATC.
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