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Abstract

Lung cancer is the deadliest cancer globally, with non-small cell lung cancer (NSCLC) accounting for approximately 75%-85% of
cases. Oxertinib, a third-generation epidermal growth factor receptor (EGFR) tyrosine kinase inhibitor (EGFR-TKI), has become the
most competitive drug for lung cancer compared to first-and second-generation TKIs by addressing T790M gene mutation resistance
while demonstrating significant efficacy, good tolerability, and minimal side effects. However, challenges remain including limited
targeting specificity and resistance development. This paper reviews current research progress from Oxertinib’s mechanism of action
to pharmacodynamic studies, resistance mechanisms, and countermeasures, providing insights for future combined therapy strategies

in Oxertinib treatment.
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