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Development of treatment for colon cancer
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Abstract: The standard diagnosis of a tumor is usually based on the application of cytotoxic drugs, radiotherapy,

chemotherapy, and postoperative. Targeted drugs play a key role in the chemotherapy dosing and preoperative chemotherapy

of colon cancer, which can prolong the survival of colon cancer patients and thus improve their quality of life. This study

outlines the main target drugs of targeted drug therapy for colon cancer and the research progress of novel therapeutic agents.
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