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Abstract:
(PNPLA3) gene (1s738409) and hereditary susceptibility to nonalcoholic fatty liver disease (NAFLD) in Uyhgur population.
Methods

Objective  To explore the correlation between the polymorphism of patatin—like phospholipase domain containing 3
Liver B-ultrasound and blood biochemical indexes were detected in 203 Uyhgur patients with NAFLD and 188 Uyhgur
health examinees (serving as the control group). The PNPLA3 genotype at 15738409 was determined by using Snapshot assay. And
Results  There were statistically significant differences in the frequency distri-

bution of G allele genotype between the NAFLD group and the control group (41.63% vs. 31.12% , X* =6.013, P=0.014). Multi-

SPSS 16.0 software was used to analyze the data.

variate logistic regression analysis showed that the odds ratio (OR) value was greater than 2.0 in the risk of developing NAFLD

from the carriers of the PNPLA3-1s738409 GG genotype than those of the PNPLA3-rs738409 CC genotype ( OR=4.290, 95%CI;
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1.619-11.370, P=0.003). There was an interaction between the PNPLA3-rs738409GG genetype and active smoking.

Conclu-

sions  PNPLA3-rs738409 polymorphism is significantly associated with the susceptibility to developing NAFLD in Uyhgur popula-

tion; moreover, it interacts with smoking.
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PR I PR A AR R0 O P B 3st A5 s i
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R AR TR AR .
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TR EDTA HUBEE IR 5734 % 2 ml B EP 45
e, Hoh— 0324 H EAT LG T D RE B S RE AR A fk AR
Bkl , 53—y B T -80 C vKFi - F7H T PNPLA3 J
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L4 Afedasrm 2 2K 2 ml BT 05
Hr 24 H N 3 500 r/min * 15 min 2K H 37 7060 4= H 3l
AAR ST ASGHAT ARSI . RS I I 7 H Il =T (wiglycer-
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SUA) %5 i 1Ml 3 ] %5 B¥ ( fasting blood glucose, FBG) |
KA TR 5% & § ( aspartate aminotransferase , AST) | A
IR % % W (alanine aminotransferase, ALT) | Ifil /R 2 &

(blood urea nitrogen, BUN ) 01 Ifil 7 L& ( serum creati-
nine , SCr) S ILAG B DIRELE LR R

1.5 ARSAE WAl b4 m iR 2 DNA, R
I SNaPshot 4% A # 47 5% [F 43 B, %F %I PNPLA3 -
1738409 i i FF 5 M 1 i A9 PCR FEE i 5] 4, F.
TGCCCTGCTCACTTGGAGAAAG, R: GGAAGGAGG-
GATAAGGCCACTGT , ZE§ 5|4 TTTTTTTTTTTTTTTTT

TTTTTTTTGCCTTGGTATGTTCCTGCTTCAT, % 57. PCR
VAR ZR 145 1xHotStarTaq buffer,3. 0 mM Mg™ ,0. 3
mM dNTP, 1 U HotStarTaq polymerase ( Qiagen Inc.),
1 wl FE75 DNA i1 1 wl PCR 5%, PCR fEHRFEN
T:95 C 2 min;11 cyclesx(94 °C 20 5,65 C ~0.5 °C/
cycle 40 ,72 °C 1 min 30 s),24 cyclesx(94 C 20 s,
59 C 305,72 °C 1 min 30 s),72 °C 2 min;4 °C for ev-
er, PCR =HIZ 2% RS HLIK , Kl PCR,

1.6 %itzik R SPSS 17.0 AL B 17
511531, LA Hardy—Weinberg ( H-W ) 5t f% - i & 4G
B REAS TR R 2 T e PR 18 55 25 7 5 PR g A3
FARTALN 2R R AR TG T 2R TR 5 K 96 F A
KHIZTT Logistic [71J-45E 7Y J) W7 FE PR 700 X6 2% 5 16 6
B, T OR (B 95% T A X 8] 5 2R FH LA 3 At
Ji AT PR 22 25 5 WA 22 TR AR NS AL 1) 52 A
X NAFLD B0 ; P<0. 05 2= 3G Giitr i X,

2 & R
2.1 YEERAEAFERGIA AR R I6 R IE AR LA

Y% 71l 41 BMI, WC . SBP . DBP . FBG, TG, TC . LDL .
SUA (AST ALT ZK-F-im TXF R4, 2 R A St X
(P<0.05) ;i fil2H HDL AL TX B4, H 22 R A 50
P24 L (P<0.05) ; 4] BUN M SCr /KPR35
THFEE L (P>0.05) , W#E 1,

£ 1 HEEIREARE NAFLD MF NAFLD 40
B IRFE BRI ELEE (s )

BRI
L X2 Ml PE
NAFLD #(n=203) 7 NAFLD 48 (n=188)
ERR(H) 42.39+8.79 415959, 07 0.890  0.374
BMI( kg/mz) 28.75+3.90 24.67+3.43 10. 478 0. 000
WC(cm) 98.43+9. 11 87.82+9.70 9.386 0. 000
SBP( mmHg) 123.84+16. 14 117.19+15. 49 3.946 0. 000
DBP( mmHg) 77.51£11.82 73.49+10.52 3.380 0. 001
FBG( umol/L) 5.49+1.93 4.83+0. 46 4.684 0. 000
TG (mmol/L) 2.00£1. 65 1.22+0.70 6. 157 0. 000
TC(mmol/L) 4.96x1. 06 4.69+0.79 2.818 0. 005
HDL( mmol/L) 1. 19+0. 32 1. 38+0. 35 -4.812 0. 000
LDL( mmol/L) 3.08+0.77 2. 85+0. 66 2.744 0. 006
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gk 1
BB IR
£ X2 Pif
NAFLD 41 (n=203) 3E NAFLD 41(n=188)
BUN(mmol/L) 4.7821.12 4.77+1.24 0.127 0.899
SCr( pmol/L) 68.67+17.76 69.10£19.97 -0.224 0.823
SUA( pmol/L) 303. 75£88. 45 265.70£91. 32 4.120 0.000
AST(U/L) 22.57+11.51 19.35£6.73 3. 364 0.001
ALT(U/L) 33. 13£23.96 23.45£15.77 4.693 0. 000
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GG 39(19.21) 18(9.57)
e
C 237(58.37) 259(68. 88) 6.013 0.014
G 169(41.63) 117(31.12)
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0.003 4290 1.619~11.370

W4,
R4 YEEIRIENTEE PNPLA3-15738409 L £ 60E 5
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c/C Ei 69 60 1. 00( ref. ) -
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