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Analysis on gene polymorphism of UGT1A1l % 28 in 282 cases of colorectal cancer”

Huang Chunjin , Zhang Hao®
(Affiliated Huadong Hospital , Fudan University , Shanghai 200040 ,China)

To analyze the gene polymorphism of UDP-glucuronosyltransferase 1A1(UGT1A1) % 28 in the patients
The PCR direct se-
quencing was adopted to detect the gene polymorphism of UGT1A1 » 28 in 282 patients with colorectal cancer. Results In 282 ca-
ses of colorectal cancer, The frequencies of carrying TA 6/6,TA 6/7 and TA 7/7 genotype were 82.27%,17.38% and 0. 35% re-
spectively;in 164 male patients, the frequencies of carrying TA 6/6, TA 6/7 and TA 7/7 genotype were 79. 88% ,19. 51% and
0.61% respectively;in 118 female patients,the frequencies of carrying TA 6/6,TA 6/7 and TA 7/7 genotype were 85. 60% , 14.
40% and 0.00% respectively. In 31 young patients, the frequencies of carrying TA 6/6,TA 6/7 and TA 7/7 genotype were 83.
87% ,16.13% and 0.00% respectively;in 105 middle-aged patients,the frequencies of carrying TA 6/6,TA 6/7 and TA 7/7 geno-
type were 81.91%,17.14% and 0. 95% respectively;in 146 elderly patients, the frequencies of carrying TA 6/6,TA 6/7,TA 7/7

Abstract: Objective

with colorectal cancer inorder to provide the guidance for personalized therapy of colorectal cancer. Methods

genotype were 82.19%,17.81% and 0. 00% respectively. Conclusion

The gene polymorphism of UGT1A1 * 28 is mainly TA 6/6

in the patients with colorectal cancer. TA 7/7 genotype exists mainly in the middle-aged male patients.
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