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[ Abstract] Objective To study the allelic frequency of UGT1A7 and UGT1A8 genes, and
relationship between the mutations of UGT1A7 and UGT1A8 genes with colorectal cancer. Methods To
determine the allelic frequency of the UGT1A7 and UGT1A8 mutant in a group of 297 healthy subjects
and 301 colorectal cancer. To study the relationship of UGT1A7 and UGT1A8 gene polymorphism with
colorectal cancer. Results The allelic frequency of the UGT1A7*2*2 and UGT1A7*3*3 were 14.29%
and 15.28% in colorectal cancer respectively, obviously super 3.70% and 3.37% in healthy subjects, to
compare the allelic frequency of two groups, P=0.013, OR=4.31(95% CI: 1.12-6.33) and P=0.002,
OR=6.32 (95% CI: 2.10-9.61) respectively. they were significant difference. The allelic frequency of the
UGT1A8*1*3 were 16.94% and 3.03% in colorectal cancer and healthy subjects respectively, and had
also significant difference, P<<0.000, OR=8.46(95% CI: 2.18-11.54). Conclusions The gene mutation
of the UGT1A7*2*2, UGT1A7*3*3, UGT1A8*1*3 and UGT1A8*2*3 were correlation with colorectal
cancer. The gene mutation of the UGT1A7*2*2, UGT1A7*3*3, UGT1A8*1*3 and UGT1A8*2*3 may
increase risk of the colorectal cancer, and UGT1A7*3*3, UGT1A8%*2*3 gene mutation were high risk
predisposing gene of the colorectal cancer.

[Key words] Colorectal cancer; UGT1A7; UGTL1A8; UGT polymorphism

DOI:10.3877/cma.j.issn.1674-0785.2014.07.022
YERF A7 100700 bt 7 X R BE B I R 25 BB
JWREF: VF504, Email: xjff@vip.163.com



e A PR BT 2 s (1 1R)2014 4E 4 55 8 4555 7 31 Chin J Clinicians(Electronic Edition),April 1,2014,Vol.8,No.7

© 1299 -

PRAT IR 1 A B IR e # i (glucuronosylt-
ransferase, UGT) ZVFZ ). s EUEY)
AR o XoF A A P YRR R AR AL B 4 AR 1
TR BN . BT UGT &N 5k,
SR D) REARMEAE A R A 2R 88 B 3Rk,
R B R AR Wi fE R I UGTLAT 2Rk
7 B ia ) E B IR 2L, UGTIA8 F2iE
AR, 225 WA B ER I B B 25 AR T2
UGT1A7 F1 UGTIA8 4k [K A J ] {f g i5h 2 15 1)
UGTI1A FiE T FRAR, 7 S 2 iz b s 4 215 44 bl s
TRE A Re ) TR, ATEURY) L) YR, W REIE 4
T e e R R B, T DA S ek s R ) vk

(Pyrosequencing), W& &5 B W % UGT1AT Al
UGT1A8 N Z 140, IS LLEL, #F9T
3HT UGT1A7 Fl UGT1A8 JE[RAR 53 55 45 1 i de ()
PR N

MRS 7%

1. 18Rk 7: Pyrosequencing™ Pyromark 1D
FEREIRIN AL (it #t Biotage A7) ) FERERRII %
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0.321) .
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(43 1)) F115.28% (46 1), B T ez ikl

ff) 3.70% (11 %)) F13.37% (10 1) . P LS,
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