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[ Abstract ] With the research of driver mutations, targeted therapy for lung cancer has made a great progress. Com-
pared with lung adenocarcinoma, treatment of squamous cell lung cancer (SCC) has been far behind. While targeted therapies
have improved outcomes for patients with lung adenocarcinoma, such as EGFR-TKIs, EML4-ALK inhibitors, molecularly tar-
geted drugs are poorly active for SCC. SCC currently lacks therapeutically exploitable genetic alterations. These observations

emphasize the need for new driver mutations and “druggable” targets in SCC patients. Combining with the research in recent

years, this review will discuss the research status in targeted therapy for SCC.
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