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Abstract ; Gastric cancer is a highly heterogeneous disease comprising multiple subtypes and each
type has distinct biological properties. Therefore it is particularly important to treat advanced gas-
tric cancer patients with individualized approach based on clinical features, pathological classifica-
tion and molecular classification. The current molecular classifications of gastric cancer include
Shah parting,Tan genotyping, Singapore genotyping, TCGA genotyping and ACRG genotyping.
With the development of molecular biology and new knowledge of malignancies,the future thera-
peutic mode for gastric cancer would be a molecular classification-guided individualized approach.
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