©
2021 2023

BRAF non-V600E
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BRAF is an important driver gene for lung cancer, as are EGFR, ALK,

ROS1fusion, and RET fusion. The most common BRAF mutation is V60OE (41%), but other non-V600E
mutations such as K601E, D594G, and G469A are also frequently detected. Non-V600E mutations can be
further classified into an intermediate type that forms a dimer with wild-type BRAF and can activate
downstream signals, and an impaired type that forms a dimer with wild-type CRAF and induces weak
activity.
The results of our study indicated that BRAF inhibitors in combination with MEK inhibitors and EGFR
inhibitors may induce a high tumor effect in lung adenocarcinomas with the above non-V600E mutation.
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