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Abstract: Objective To investigate the relationship between polymorphism at rs1406 ( G/T) locus of cyclin El
(CCNE1) gene and genetic susceptibility of hepatocellular carcinoma high-incidence family. Methods Twenty hepatocellular
carcinoma families in high-incidence area of Zhuang people in Fusui county of Guangxi province were selected from January
2003 to October 2011, including 20 hepatocellular carcinoma patients ( group A) and 59 immediate family members of the
patients ( group B). Another 10 normal families including 40 healthy people who lived in the same area were selected as control
(group C). All families were compatible with Hardy-Weinberg genetic equilibrium,and were representative of the population.
The genotype distribution frequency of rs1406 ( G/T) locus in CCNEl gene was detected by mass spectrometry. The
differences in genotype distribution frequency among all families were analyzed by using PLINK software. Results There were
three genotypes of GG,TT and GT in rs1406 (G/T) locus of CCNEI gene. There were 3 cases of GG genotype,3 cases of TT
genotype and 14 cases of GT genotype in group A ;there were 14 cases of GG genotype,14 cases of TT genotype and 31 cases
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of GT genotype in group B;and there were 23 cases of GG genotype,2 cases of TT genotype and 15 cases of GT genotype in

group C. There was no significant difference in the distribution frequency of G and T alleles at rs1406 (G/T) locus of CCNE]

gene between the group A and group B (P >0.05). There was significant difference in the distribution frequency of G and T
alleles at rs1406 (G/T) locus of CCNE1 gene between the group (A + B) and group C (odd ratio = 3.639,95% confidence
interval was 1.533 —8.637,P <0.05). Conclusion The rs1406 (T) of CCNE1 gene is the risk genotype for hepatocellular

carcinoma in Zhuang people in Fusui County,Guangxi province.
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Tab.1 Hardy-Weinberg equilibrium test for genotype fre-
quencies of rs1406 ( G/T) locus in CCNE1 gene

Eivl n A LIS X P
A4 20
GG 3.0 5.0
GT 14.0 10.0 3.200 0.074
TT 3.0 5.0
B4 59
GG 14.0 14.8
GT 31.0 29.5 0.153 0.696
TT 14.0 14.8
C# 40
GG 23.0 23.3
GT 15.0 14.5 0.050 0.822
TT 2.0 2.3
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ESEI

%2 &2 CCNEL £[H rs1406 & EF LL&

Tab.2 Comparison of the allele of rs1406 of CCNE1 gene

in each group

il IR
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miR-299-3P i i 1) il 1L N B2 A KPR A R R
5, DT 00 i) 25 i i 40 L 7 3 7 5 1R 2%, hsa-miR-
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