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Abstract: The emergence of drug resistance is the main reason for the failure of clinical therapy
of lung cancer, which is closely related to the abnormal activation of relevant signaling pathways.
Studies have shown that MAPK/ERK signaling pathway is one of the most critical transduction
pathways involved in cell proliferation, differentiation, apoptosis, adhesion and migration, and
its abnormal activation is the key to induce drug resistance in chemotherapy, molecular targeted
therapy and immunotherapy for lung cancer. Targeting this pathway is expected to become a new
intervention strategy for reversing drug resistance of lung cancer. This article reviews the mecha-
nisms of drug resistance development in lung cancer mediated by abnormal MAPK/ERK pathway,
to provide reference for clinical research on reversing drug resistance.

Subject words: lung cancer; MAPK/ERK signaling pathway; drug resistance
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