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Abstract Objective To investigate the diagnosis of colorectal cancer by analysis of SEPT9 methylation in stool DNA. Methods
The stool SEPT9 gene methylation were detected by multiple displacement amplification/ nested methylation specific PCR,MDA — nMSP in
100 colorectal cancer tissues,para — cancer tissues and stool DNA. The sensitivity and specificity of SEPT9 methylation marker in colorec-
tal cancer diagnosis were analyzed. Results Among 100 colorectal cancers,SEPT9 gene methylation was found in 84.0% of cancer tis-
sues and 8. 0% of para — cancer tissues respectively. The sensitivity and specificity of SEPT9 for diagnosis of colorectal cancer were
84.0% and 92.0% , respectively,and the stool SEPT9 had similar sensitivity as cancer tissues in diagnosis of colorectal cancer. There
were no any differences for incidence of SEPT9 methylation among different clinical stages. Conclusion The abnormal methylation of
SEPT9 happened frequently in colorectal cancer. Hypermethylaion of SEPT9 gene mehylation in stool DNA can be used as a candidate of
tumor marker for early diagnosis of colorectal cancer.
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