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[ Abstract] Pulmonary sacromatiod carcinoma is a non-small cell lung cancer that
contains a component of sarcoma or sarcoma-like differentiation, with an incidence of 2%
to 3% of the total non-small cell lung cancer. They are poorly differentiated, highly invasive
and insensitive to platinum-based chemotherapy. Due to its limited treatment, it has always
caused significant difficulty in clinical work. A variety of gene mutations have been found in
pulmonary sarcomatoid carcinomas, including TP53, EGFR, KRAS, MET and ALK, as well
as high PD-L1 positive rates in recent studies. These molecular characteristics are expected
to bring new hope for targeted therapy of pulmonary sarcomatoid carcinomas. This review

focuses on pulmonary sarcomatoid carcinoma.
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Table 1. Gene mutation and corresponding targeted
therapy in pulmonary sarcomatoid carcinoma
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