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Research Progress of Transgenic Animal Models of Lung Cancer
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[ Abstract]

Lung cancer is one of the common malignant tumors in the world. Animal models of lung cancer have

played very important role in the research on etiology, diagnosis and treatment of human lung cancers. Transgenic animal

models of lung cancer are more similar to human lung cancer and are better for studies on the etiology and pathogenesis of

lung cancer. This article is focused on the research progress of transgenic animal models of lung cancer in recent years.
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