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Mutation of KRAS and BRAF gene in patients with colorectal cancer in certain area
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Abstract: Objective To investigate the prevalence of KRAS and BRAF gene mutation in patients with colorectal cancer in cer-
tain area and its relationship with age and sex. Methods DNA, extracted from paraffin tissue samples of 30 patients with colorectal
cancer , were examined by direct sequencing for KRAS gene and fluorescence quantitative polymerase chain reaction for BRAF gene.
Results 43.4% patients were found carrying KRAS mutations of 6 types,mainly located on codon 12 and 13. The most common
mutation type was 38G>A(38.5%). KRAS mutation was not associated with age or sex. No BRAF mutation was found. Conclusion

KRAS mutation rate might be high in patients with colorectal cancer in this area. Examination of KRAS mutation before targeted
therapy could be valuable in clinic work.
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