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Significance of K-ras gene status and ras protein expression in immunophenotypic classification of gastric signet ring cell carcinoma”
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[Abstract] Objective To investigate the significance of K-ras gene status and ras protein expression in immunophenotypic
classification of gastric signet ring cell carcinoma. Methods The expression of ras protein in 180 cases of gastric signet-ring cell
carcinoma was detected by tissue microarray immunohistochemistry. Meanwhile, the mutation in codon 12,13 of K-ras gene was de-
termined by using PCR-based DNA direct sequencing analysis. Results The rate of ras protein expression was 27. 8%. The rate of
ras protein expression in intestinal phenotype was significantly higher than those in gastric and gastrointestinal phenotypes (P <C
0.05). The rate of ras protein expression in cases with lymph node metastasis was significantly higher than those in cases without
nodal involvement(P<C0. 05). The rate of ras protein expression was significantly higher in cases with deeper invasion(P<C0. 05).
The frequency of K-ras gene mutation was 22(12. 2%). All of them were found in codon 12. The types of mutation included GGT—
AGT(1 case) ,GGT—>TGT(1 case) ,GGT—>GCT (2 cases) ,GGT—>GTT (8 cases) and GGT—>GAT(10 cases). K-ras mutation was
significantly associated with intestinal phenotype(P<C0. 05). The rates of ras protein expression in cases with mutational type of K-
ras gene was higher than those in cases with wild type(P<C0. 05). The ras protein expression was positively associated with K-ras
gene mutation(»=0. 61, P<C0. 05). Conclusion The ras protein expression is correlated with nodal involvement and invasion. K-ras
gene mutation and expression of ras protein is related to phenotypic classification,and they might influence the phenotypic transfor-
mation in gastric signet ring cell carcinoma.
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