ImmunoDriver-1: Driver Alterations and their Immunological Implications in Early and Metastatic Non-Small Cell Lung Cancer (NSCLC)
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INTRODUCTION SUMMARY
ISCLC treatments and clinical trials Incude targeted agents and o Thjg real-world analysis demonstrated similar driver alteration prevalence across eNSCLC and mNSCLC, while the TIME was distinct across

immunotherapy (IO) across stages, yet driver alterations and how

they relate to the tumor immune microenvironment (TIME) are " "
incompletely characterized in early NSCLC (eNSCLC; stage I-III) Sta‘ges and dl‘lvel‘ alterathnS.

ot G I o e e e e e e, ® TIMEs of KRAS G12C-altered tumors and tumors without driver alterations were similar, while EGFR tumors were the least immunogenic.
lomarker strategles. e These findings highlight immunological differences across stages and driver alterations that should be considered when developing
METHODS Immunotherapy strategies.
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