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Analysis of relation between oxidative DNA repair genes,MUTYH and
hepatocarcinogenesis
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In one of MutYH SNPs (s3219487), the frequency of minor homo or hetero allele
carrier in the HCC group significantly higher than that in HCC group. In addition, the expression of
MUTYH mRNA in minor homo allele tended to be lower than that in major homo allele. Multivariate Cox
regression analysis indicated that Age and the minor allele of this SNP in MUTYH factors were
significantly associated with hepatocarcinogenesis independently. These results indicated that the minor
hetero allele of this SNP in MUTYH could be a significant risk factor of liver carcinogenesis from CHC
and could be a predictive marker of HCC development in CHC patients.
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HR 95%CI P value
Gender, M 1.13 0.71-2.70 0.7368
Age 1.12 1.07-1.19 < 0.0001
Platelet count 0.95 0.87-1.02 0.1392
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MUTYH SNP - minor allele carrier
rs3219493 rs3219489 rs3219487
100% 100% 100%
90% . 90% 90% .
80% 80% 80%
70% 70% 70%
60% 60% 60%
50% 50% 50%
40% 40% 40%
30% 30% 30%
20% 20% 20%
10% 10% 10%
0% 0% 0%
HCC (+) HCC(-) HCC (+) HCC(-) HCC (+) HCC(-)

p=0.5218 p=0.6143 p=0.0117
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