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Introduction 1 PEG-EB-co-DO NPs demonstrate stability, sustained 3 ATRN-333 synergizes with alkylators in LN229 cells 5 ATRN-333 sensitizes LN229 intracranial tumors to lomustine
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ATRN-333 was successfully encapsulated into PEG-EB-co-DO polymeric NPs, which exhibited appropriate physicochemical properties for administration by CED to the
brain. Both free and NP-encapsulated ATRN-333 showed high potency in inhibiting ATR function in cell-based assays. We demonstrated a clear synergistic effect between
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