The genomic, transcriptomic, an immunological profile of patients with recurrent/refractory NSCLC
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Background

* Lung cancer is the leading cause of cancer-related
deaths worldwide, and >50% of patients present as
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Pembrolizumab.
These are the two populations our study is attempting to simulate
and characterize

highlighted in Fig2. Differences in the other biomarkers were
numerical, between the two cohorts.

B cells (2.89 vs 4.46%, q<0.05) and Tregs
(1.29 vs 2.58%; p<0.05,9>0.05) were
reduced in R/R compared to DN. * g<0.05

mutations in KRAS were lower in R/R vs DN. Although at a low
overall prevalence, mutations in BCL2 and BCL9 were higher in
R/R vs DN (g<0.05). **** g<0.0001, *q<0.05

received Durvalumab and chemoradiation within 12
months (m) before tissue collection and treated with
Pembrolizumab within 6 m after tissue collection.

Conclusions
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