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Abstract: Colon cancer is a common malignant tumor in the human digestive system. 5-fluorouracil (5-
FU) is a first-line treatment for colon cancer, which can be used alone or in combination with other chemo-
therapy drugs. However, with the increase of 5-FU use time,colon cancer cells are prone to develop primary
and secondary resistance to 5-FU. In recent years,a lot of significant research progress has been made on 5-FU
resistance related genes at different levels, such as molecular mechanisms, animal models, and clinical trials.
This article reviews the latest research progress on 5-FU resistance in terms of DNA damage repair mecha-
nisms,increased expression of adenosine triphosphate (ATP) binding box transporter, abnormal signaling

pathways,abnormal nucleoside metabolizing enzymes, forkhead box protein M1 (FOXM1), etc. ,in order to

provide reference and basis for the treatment of colon cancer.
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