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ABSTRACT Objective: To investigate the etiological role of polymorphism IVS12 (-6)T>C in hMSH2 gene and dietary habits in
colorectal cancer. Methods: A case-control study with epidemiological data has been taken on subjects selected from Jiangsu Jintan,
Taixing and Huai'an, totally including 108 colorectal cancer patients and 180 healthy individual controls, genomic DNA was extracted
from peripheral white cell of all subjects, the polymorphism was detected by a PCR based DHPLC analysis and verified by DNA
sequencing. Results: More mutations were detected from hereditary colorectal cancer patients than sporadic patients, and significant dif-
ference existed (P<0.05). Significant difference also existed between more fried and pickled food intake and healthy individual controls
(P<0.05). Conclusion: The genetic polymorphism IVS12 (-6)T>C in hMSH2 gene may paly a role in the onset of colorectal cancer,
through hereditary and acquired influential pathway, those carriers have higher risk of colorectal cancer.
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Table 1 hmsh2 IVS12(-6)T>C polymorphism in colorectal cancer patients and control group

a1 (n=108)

X i 2H (n=180)

I 0,
FLN 7 Genotype Cases group Control group PR OR(95%CT)
P value n
n % n %

TT 56 51.9 112 62.2 1.00

TC 39 36.1 58 322 0.521 1.19(0.70~2.02)

CC 13 12.0 10 5.6 0.071 2.33(0.90~6.15)
TC+CC 52 48.1 68 37.8 0.086 1.53(0.92~2.55)
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Tab 2 Frequency distributions of selected variables in gastric cancer cases and controls

Wil (n=108) AFHRZL(0=180) P fif
HAKFE Cases group Control group P value
Variables . % . v
R (%) Age (yr) <50 42 38.9 66 36.7 0.800
2 50 66 61.1 114 63.3
P51 Sex 5 Male 76 70.4 126 70.0 0.947
% Female 32 29.6 54 30.0
2 4 Smoking 75 Never 50 46.3 113 62.8 0.009
J& Ever 58 53.7 67 37.2
X Drinking 75 Never 57 52.8 128 71.1 0.003
J& Ever 51 47.2 52 28.9
TR & Fried food * 2 10 64 59.3 70 38.9 0.001
<10 44 40.7 110 61.1
JiE3% Sauerkraut * > 10 69 63.9 88 48.9 0.018
<10 39 36.1 92 51.1

* AERTET SRR /D)

* Frequency-months of consumption for ten years ago

55 B S — R A 5 7 AR O WA O GRS R A TE M A ST 25 e (P<0.05, L3R 3) X KR, 5
EWEIREA  BEW R A I A KUK, il e e A B, ARG A G IS R B XX R AL I R LR AT R
TKE AN ST )4, hMSH2 S TVS12(-6)T>C Z55IEH A
3 IVS12-6T>C S AL G IRBE 5448 FAR AN R 255 00T

Tab 3 Comprehensive analysis of genotype and environmental exposure

SR 120 N\ B Cases number Xif B8 A %% Controls number OR & (95%CI)
P {# P value
43¢H Groups FLH A Genotype FLH A Genotype
GG GA+AA GG GA+AA GG GA+AA
HEIR(Y) Age <50 13 29 43 23 0.001 1.00 4.17(1.70~10.43)
(o) 2 50 43 23 69 45 0.633 1.00 0.82(0.41~1.61)
5 Male 32 44 75 51 0.020 1.00 2.02(1.09~3.76)
5] Sex

4z Female 24 8 37 17 0.626 1.00 0.73(0.23~2.13)
J& Ever 33 25 41 26 0.716 1.00 1.19(0.55~2.60)

K Smoking
75 Never 23 27 71 42 0.059 1.00 1.98(0.96~4.12)
+& Ever 28 23 34 18 0.318 1.00 1.55(0.65~3.71)

4 Drinking
75 Never 28 29 78 50 0.149 1.00 1.62(0.82~3.18)
TR =10 22 42 37 33 0.037 1.00 2.14(1.01~4.57)
fried food * <10 34 10 75 35 0.328 1.00 0.63(0.25~1.50)
i 210 31 38 57 31 0.015 1.00 2.25(1.13~4.52)
sauerkraut™® <10 25 14 55 37 0.698 1.00 0.83(0.35~1.93)

*AERTRTE S, U/ H 0 DR 5 A% i N S AR IE

* Frequency-months of consumption for ten years ago, corrected by age, gender and the exposure factors
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