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INTRODUCTION

RESULTS DISCUSSION AND CONCLUSION

- TP53 is the most frequently altered gene in lung adenocarcinoma (LUAD), Table 1. H&E-based TP53 genotype predictor performance by cohort and driver mutation

and variant-selective agents (e.g., Y220C) have recently shown clinica TP53 mutations can be predicted from

promise for a historically undruggable target. Training set: NeoGenomics (N=981) 494/981 (50.4%) 0.741 (3-fold CV) H&E WSIs with promising accuracy
* TP53-mutant (MT) tumors show distinct treatment outcomes - suboptimal Validation set: TCGA (N=462) 241/462 (52.2%) 0.759 (Sn 82%, Sp 63%) (AU ROCO0.759 In TCGA), which may
implying a biologically distinct tumor microenvironment (TME). , ,
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