STK11 and KEAP1 co-mutations show context-dependent effects in RAS-activated, KRAS wild-type NSCLC
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m Conclusions 1 In RASa/KRASwt NSCLC, STK11, KEAP1 and SMARCA4 co-mutations do not appear 2 This suggests context-dependent biomarker effects — the same co-mutations behave 3 Within BRAF-mutant tumors, STK11 and KEAP1 co-mutations were associated with
to confer the same adverse impact on immunotherapy outcomes as in KRAS-mutant differently across RAS/MAPK drivers. worse OS, while STK11 was also associated with lower ORR, suggesting biologically
tumours. distinct subgroups and warranting further investigation.
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