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INTRODUCTION SUMMARY
* Immunogenome characterization in earty » OS following ICI + CT or ICI alone in mNSCLC was greatest when both CD8T and PD-L1 were high.

(eNSCLC; stage I-III) and metastatic (INNSCLC;
stage IV) NSCLC is needed to improve ICI » CDS8T/PD-L1 immunophenotype analysis indicates these findings may apply across stage and dAlt status.

efficacy.
 We evaluated how CD8 T cell (CD8T) and PD-L1 RESULTS

proportions associate with real-world OS Figure 1A & B. rwOS in patients treated with 1L ICI + CT by PDL1 and CD8 alone Fisure 3 A & B. CD8/PDL1 Landscape in early & late-stage NSCLC according to
(rwOS) and driver alterations (dAlts) in pts with Risk set adjustment Method dAlt status and respective cohort characteristics
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