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Abstract # 458534

 Despite the increased prevalence in actionable driver- Association of TP53 Mutation Status with OS and Significant Gene sets involved in cell cycle regulation Association of Tumor Microenvironment with
negative (DN) NSCLC, the role of TP53 mutations in this Pembrolizumab-0S by histology associated with TP53 Mutations TP53 Mutations
subtype is not fully explored. or- e ———— m s [
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HR: 1.302 (95% CI: 1.202-1.409)
0.6 p<0.00001

NG

the molecular and immune landscapes, as well as
outcomes, in in the context of histologic subtypes.
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Immunotherapy-related biomarkers, such as PD-L1+ and
In AC, mutations in FAT1, ARID1A, SMARCA4, ARID2 and RBM10 were  STK11/KEAP1 mutations, were reduced in TP53MUT AC but
enriched, while in SCC, mutations in PIK3CA were less common not SCC.
with TP53MUT.
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