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INTRODUCTION SUMMARY

Recent evidence has suggested that some patients with ¢ An RNA-based HRD algorithmic signature classifies 3.53% of NSCLC samples as HRD-RNA+; 78% of
non-small cell lung cancer (NSCLC) harbor a HRD

signature that represents a distinct genomic subtype that HRD-RNA+ patients had no alterations in any HRR genes.
could be targeted by PARP inhibitors (PARPI). However,

there is little data on HRD prevalence in NSCLC or ts = o Compgred to HRD-RNA- NSCLC, HRD-RNA+ NSCLC represents a unique, molecularly defined subset that has

genomic associations. Here, we evaluated the

co-occurence of driver mutations and established 3 decreased prevalence of NCCN-driver mutations and is not enriched for TMB-H or PD-L1 expression.
Immune biomarkers with an RNA-based HRD signature
RESULTS

In a large, real-world NSCLC cohort.
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deficiency in a real-world pan-cancer cohort. BMC Cancer. stratified aCCOrding to HRD-RNA status. fusion markers.



