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Research progress on gene polymorphism of chemotherapy drugs for colorectal
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Abstract: Chemotherapy plays an important role in the treatment of colorectal cancer, with fluorouracil platinum and irinotecan being
the common drugs. However, patients respond differently to the same drugs in clinical, and the difference are closely related with
involved in drug metabolism, transportation, and orinactivation of a variety of proteins. The important material base chemotherapy
response differences between individuals, thus it is important to clear these gene polymorphism to realize individualized treatment and
improve the efficacy of cancer chemotherapy. The relationship between gene polymorphisms and chemosensitivity for colorectal
cancer according to the latest studies is reviewed in this paper, which may provide evidences for the individualized chemotherapy for
colorectal cancer.
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