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Abstract Objective To analyze the association of ESR1 gene polymorphism at rs35396879 with gallstone disease of Han and Uy-
ghur in Xinjiang. Methods A case — control study was conducted in 87 Uyghur and 54 Han gallstone patients (operated in our hospital )
as well as 56 Uyghur and 45 Han healthy controls. Venous peripheral blood was collected for genomic DNA extraction. Sequenom Mas-
sARRAY SNP genotyping platform was applied to quantitatively determine the genotype of ESR1 polymorphism at rs35396879 , and geno-
type and allele frequency were calculated and compared among the gallstone groups and healthy groups of Uyghur and Han patients.
Results In Uyghur population, LDL level was significantly higher in gallstones disease group than in control group. In Han population,
the significant difference was found in gender distribution between gallstone and control groups, and TC level was significantly higher in
gallstones disease group than in control group. Genotype and allele frequencies of rs35396879 in Uyghur gallstone group was significantly
different with Uyghur control group and Han gallstone group (P <0.05), but there were no significant difference between Han gallstone
group with Han control group, and Uyghur control group with Han control group (P >0.05). Conclusion The genotype and allele fre-
quencies of ESR1 rs35396879 were different between Han and Uyghur population, which may be the potential molecular mechanism that
determines the different clinical phenotypes of gallstone in these two populations.
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BeEfsideh 2017 4E4 0 46 % 44 - 1 = -
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2 0 RE 21 X 8 41 X/t P
n 87 56
P B/ M) 29/58 25/31 1.854 >0.05
RS (%) 50.98 £11.19 47.77 £13.12 1.555 >0.05
e 45 i (mmHg® ) 122.18 £14.74 120.15 +17.19 0.745 >0.05
e &3k & (mmHg) 78.94 +9.38 76.69 +10.67 1.313 >0.05
BMI(kg/m?) 25.87 +5.36 25.71 +5.63 0.165 >0.05
TC( mmol/L) 4.107 £1.16 4.177 £1.09 0.342 >0.05
TG ( mmol/L) 1.642 +0.89 1.900 +1.52 0.347 >0.05
LDL( mmol/L) 2.661 =0.66 2.418 £0.59 2.141 <0.05
HDL( mmol/L) 1.376 +0.37 1.281 £0.94 0.816 >0.05
n 54 45
PR (B ) 16/38 24/21 5.727 <0.05
() 53.62 +12.23 55.86 £12.76 0.874 >0.05
s 45 £ (mmHg) 121.45 £16.05 119.12 £15.20 0.720 >0.05
-~ 73K JE (mmHg) 77.10 +8.48 77.93 +15.64 0.327 >0.05
* BMI(kg/m?*) 23.77 +4.80 25.00 £6.40 1.047 >0.05
TC( mmol/L) 4.383 +1.06 3.724 +1.51 2.415 <0.05
TG ( mmol/L) 1.914 £1.32 1.545 £0.91 1.512 >0.05
LDL( mmol/L) 2.204 +0.82 2.270 £0.83 0.374 >0.05
HDL( mmol/L) 1.298 +0.35 1.394 +0.40 1.204 >0.05

*1mmHg =0. 133kPa
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SRR [ n(% ) ]

2057 P MAF P
ATAY ATA" ATA"
U B A7 E 4L 4(0.075) 24(0.453) 25(0.472) 0.787 0.302 0.525
DU Xt B 4] 5(0.111) 21(0.467) 19(0.422) 0.344
Y B IR E A E 4L 3(0.034) 19(0.210) 65(0.747) 0.000 0.143 0.013
2B IR T IR 4] 4(0.071) 22(0.393) 30(0.536) 0.268
% 6 ESR1 E [ rs35396879 (i s EFBFAEMEFHENRMEERERHNS
21 51 ZRHn(%)] P MAF P
A*AT ATA" A"A"
DU IR 21 5(0.111) 21(0.467) 19(0.422) 0.491 0.344 0.239
2B IR i B 4 4(0.071) 22(0.393) 30(0.536) 0.268
DU NB A i 41 4(0.075) 24(0.453) 25(0.472) 0.000 0.302 0.000
Y B IR R IR A 41 3(0.034) 19(0.210) 65(0.747) 0.143
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SCA T 2E R, FEEE R IG T, R 4R ik PR R A
ML AR R S XA 2 R A G #E X (P <
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YEE R T A RE BB AT AT R R A R
74.7% , S EE A - AR R 85. 7% , ¥ 35
T4 B R AL RN IR A 0 4 7E S R P Ab
HRIE h ESRI KL R 22 257 %k 0 45 47 T8 B A 5% il AF 5%
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