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[ Abstract ]

world. There are still many uncertainties about the treatment of LC. Among them, non—small cell lung cancer (NSCLC) accounts

The morbidity and mortality of lung cancer (LC) are among the highest among all malignant tumors in the

for about 85% of LLC, and it is worth noting that its incidence is increasing year by year worldwide. EGFR mutations are the most
common oncogenic drivers in NSCLC. In recent years, EGFR-TKIs have gradually become the first—line therapy for patients with
EGFR mutation—positive NSCLC. However, few researchers have compared the therapeutic effects of different EGFR-TKIs on
different EGFR mutation—positive NSCLC patients, especially in Asian patients. This paper reviews and analyzes the efficacy
of five EGFR-TKIs currently on the market (first-generation EGFR-TKIs: gefitinib, erlotinib, second—generation EGFR-TKIs:
afatinib, dacomitinib, third—generation EGFR-TKIs: osimertinib) in the treatment of Asian patients with EGFR mutation—positive
NSCLC. However, in clinical practice, which drugs to use to treat EGFR mutation—positive NSCLC patients still need to consider
their specific mutation types and the medical reimbursement policies in different regions. With the continuous development

of targeted therapy, sequential therapy with EGFR-TKIs is also a feasible treatment strategy, but still requires prospective

evaluation.
[ Key words )

TKIs; Treatment outcome; Asia
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