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INTRODUCTION

 KRAS alterations (KRASalt) NSCLC accounts for 29%
to 33% of lung adenocarcinomas, and 17% to 55% of
these patients develop brain metastases.

« KRASalt status appears to have a limited effect on

SUMMARY

 This study details the most prevalent KRAS alterations and co-mutations among KRAS-altered NSCLC brain metastases.
« KRAS p.G12C was the most frequently observed alteration and co-mutations were found in TP53, LRP1B, STK11, KEAP1, and CDKNZ2A.
« Our findings have therapeutic implications as co-alterations with STK71/KEAP1 are associated with worse outcomes. Further drug

overall survival (OS) in patients with early-stage NSCLC
and its affect on prognosis is largely unknown.

* Few studies document the prevalence of brain

development for KRAS inhibitors with CNS activity is warranted.
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