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Abstract : Objective

tients with early colorectal cancer. Methods

To detect venous blood murine sarcoma virus oncogene (KRAS) mutations in pa-
The colorectal cancer tissue specimens from patients with
colonoscopy were pathologically diagnosed. A total of 24 patients whose pathological diagnosis was adenoma
with high-grade cancer were included in the experimental group,and 12 patients who were diagnosed as nor-
mal were included in the control group. The Aide-Amplification Block Mutation System (ARMS) was used to
detect 19 KRAS gene mutations in the specimens. Results There was no significant difference in tumor loca-
tion and histological type of 24 patients with adenoma with high-grade cancer in the experimental group (P>
0.05). No mutations were detected in the KRAS gene in 24 venous blood samples in the test group and 12 ve-
nous blood samples in the control group. Conclusion The blood of patients with early colorectal cancer (and
precancerous) have a low amount of KRAS gene mutations,and the sensitivity of detection methods needs to
be improved.
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