999P - JIN-A02, a fourth-generation, highly effective tyrosine kinase inhibitor with intracranial activity, targeting EGFR C797S mutations in NSCLC .
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viability assay in Ba/F3 cell lines overexpressing human EGFR mutants
and patient-derived cell (PDC) lines harboring EGFR mutations.
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WT: Wildtype, DC: ex19del/ C797S, LC: L858R/ C797S, DT: ex19del/T790M, LT: L858R/T790M, DTC: ex19del/T790M/C797S, LTC: L858R/T790M/C797S, DTQ: ex19del/T790M/L718Q, LTQ: L858R/T790M/L718Q
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