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Research progress on action mechanism of and drug resistance mechanism of
molecular targeted drugs for lung cancer

WANG Chun-guang
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Abstract: With the development of lung cancer-related genomics research and the development of high-throughput sequencing
technology, more and more driving genes are found in lung cancer, which provides a new way for the precise treatment of lung.
Research progress on action mechanism of and drug resistance mechanism of molecular targeted drugs for lung cancer are reviewed in
this paper, aiming to help readers have a comprehensive understanding of the individualized choice of lung cancer targeted drugs.
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