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ABSTRACT: Based on the modern molecular detection, molecular classification of tumors and individualized treatment plan
successfully makes the patient with the same disease treated with various methods. And the most widely used are the RAS gene mutations
with the molecular targeted drugs applied and MSI status with lynch syndrome diagnoed and treatment. However, the benefit of
cetuximab was limited to patients with RAS wild-type tumors, and patients of lynch syndrome have a better prognosis but no benefits
from fluorouracil (FU) -based adjuvant therapy compared with patients who have microsatellite-stable tumors. Then we are led to explore
more effectively and comprehensive molecular classification standards to benefit more patients with colorectal cancer.
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