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(SRCC) accounts for one thirds of gastric €A .
cancer (GC). Previous studies have “’ .
confirmed that SRCC has a worse

prognosis than other forms of GC.
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mutations in codon 12, 13 and 61 was

15%. GI2V and G12D mutant KRAS
alleles account for 80% of all KRAS
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codon 61 was observed. NRAS mutations
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of samples. Frequency of BRAF mutation types of GC.
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