YH25448, a highly selective 3@ generation EGFR TKI, exhibits superior survival benefit over osimertinib
In mice with brain metastases of NSCLC
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Fig. 2-2. In vitro anti-cancer activity of YH25448 Fig. 3. Apoptosis Fig. 6. Dose response efficacy of YH25448A (a salt form) in H1975 intracranial tumor
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