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INTRODUCTION RESULTS

e The prognostic impact of KRAS and STK11 mutations in NSCLC has Figure 2. Distribution of KRAS mutation subtypes (N = 535 patients).  Table 1. Baseline characteristics according to KRAS mutation status. Figure 3. Clinical, pathological, and genomic landscape of KRAS-mutated tumors.
NSCLC has been defined in immunotherapy-treated populations.
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CONCLUSIONS CORRESPONDENCE

e |[n this immunotherapy-naive Brazilian cohort, KRAS mutations were associated with worse PFS and OS outcomes. cmtrovohidalgo@usp.br

e |n contrast, STK11 mutations did not associate with survival outcomes, suggesting that the impact of these mutations is highly treatment context dependent. Cassio Murilo Hidalgo-Filho - ICESP / HCEMUSP

* In resource-limited settings, the clinical interpretation of KRAS and STK11 as biomarkers must account for both access to molecular testing and the therapeutic context.
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