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Research progress on toxicity and prognostic markers of capecitabine in treatment
of colorectal cancer
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Abstract: Colorectal cancer is one of the most common malignant tumors in clinical, which brings heavy burden to society.
Capecitabine is an oral pro-drug of 5-fluorouracil, which is used in the treatment of various malignancy. Primary and secondary drug
resistance is still common in the chemotherapy, and the inter-individual difference is great. Delayed remedy and reduced dose caused
by dose-limiting toxicity affected prognosis. The recent studies of toxicity and prognostic markers of capecitabine in treatment of
colorectal cancer are mainly from clinicopathological index, metabolic enzyme expression, gene polymorphism, epigenetics, and
metabolomics. The analysis shows that the accuracy of single marker is not high, and the model established by combining various
predictive markers may significantly improve the accuracy of toxicity and prognostic prediction.
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