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[Abstract] Lung cancer is the malignant tumor with the highest incidence and death in the world,among

which non-small cell lung cancer (NSCLC) accounts for the largest proportion. The BRAF gene is a proto-on-

cogene associated with poor prognosis in NSCLC,represented by BRAF V600E mutations. In recent years, the

diagnosis and treatment of NSCLC patients with BRAF V600E mutation has become the focus of accurate di-

agnosis and treatment of lung cancer,especially its whole-course management. There are many related studies

on targeting,immunotherapy and chemotherapy for patients with BRAF V600E mutation. This paper reviewed

the relevant research progress at home and abroad.
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