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[Abstract] Colorectal cancer is one of the most common malignant tumors,and its morbidity and mor-
tality are increasing. Distant metastasis is the main cause of death. In addition to the liver,the lung is the most
common site for colorectal cancer metastasis. So far the researches on lung metastasis of colorectal cancer lags
behind that of liver metastasis. The purpose of this article is to review the research status and progress of lung

metastasis of colorectal cancer from the characteristics,risk factors, mechanism and treatment of lung metas-

tasis of colorectal cancer,hoping to provide reference for future research,diagnosis and treatment.
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