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Abstract ;[ Objective ] To investigate the significance of APC gene mutation in sporadic colorectal polyps
in feces,and to explore the TCM constitution type of APC gene mutation. [ Methods ]QIAamp DNA Stool
Mini Kit 51504 was used for 42 cases of colorectal adenoma polyps,8 cases of none adenoma polyp,12 cases
of patients with colorectal carcinoma and 23 cases of normal people fecal DNA extraction,polymerase chain
reaction single stranded conformation polymorphism analysis was used to detect the APC gene mutation,
and questionnaire survey was conducted among sporadic colonic polyps patients to estimate the TCM Con-
stitution type. [ Results JFecal APC gene mutation rate was 21. 43% (9/42)in 42 cases of colorectal adenom-
atous polyps patients; APC gene mutation rate was 0 in 8 patients with non adenomatous polyps and 23 ca-
ses of normal group; 12 cases of APC gene in stool of patients with colorectal cancer mutation rate was
33.33%(4/12) ;total mutation rate of 15. 30%. There was significant difference between the normal group
and the abnormal(colorectal adenoma) group(P<C0. 05). There was no significant difference in the contrast be-

tween the colorectal adenoma group and the large bowel carcinoma(P>>0. 05). The mutation of APC gene in feces

AR B #1:2016-07-20

KRB TTHEAEREAXTRFA B (No:2013225089)

HEBA K B,k @ EEER,ERRNFERERRG T HELSHR
B MAE & A — ¥, E-mail : 13309888130@163. com



+ 328 - EP VRS AH A 2017 4E 5 HEE 25 B 5 W

was not correlated with traditional Chinese medicine body constitution(P>>0. 05). [ Conclusion ]Detection of the

mutation rate of APC gene in feces is helpful to the screening of colorectal adenoma,and the mutation of

APC gene in colorectal adenoma polyps has no significant relationship with TCM body constitution.
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