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[Abstract] Objective:To investigate gene polymorphsim of human leukocyte antigen G (HLA-G) 3’ untranslated regions (3’-UTR)
in Uygur, Xinjiang. Methods: Genomic DNA was extracted from 100 blood samples of Uygur population. Amplification of HLA-G 3’
-UTR was performed by PCR. The productions were directly sequenced to analyze the frequency of genotypes and haplotypes.
Results : There were 98 samples sequenced successfully.Ten single nucleic polymorphisms were found in HLA-G 3°UTR in
Uygur populations consisting of 14bpDel/Ins, +3003C/T, +3010C/G, +3027A/C, +3035C/T, +3092T/G,3121T/C, +3142C/G, +
3187A/G and +3196C/G. Strong linkage disequilibrium existed among these SNPs. It showed a higher HLA-G 3’-UTR haplotype di-
versity including 20 haplotypes and UTR-2 was the most one (24.9%). Conclusion : Polymorphisms and haplotypes of HLA-G 3’-UTR
were distinct in Uygur populations. The data provide fundamental and critical information to explore mechanism of HLA-G in the role
of genetics, evolution, immunity function and related diseases.
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Table 1 Allele and genotype frequency distribution of HLA-G 3'UTR polymorphism of Uygur population in Xinjiang

g 3900 1D 30030 4301006 +3027A/C +3035C/T +3092C/G +3121C/T +3142C/G +318TAIG. +3196C/G
SLEH Del 0490 €022 C0342 A 0097 CO0.53  C0005 C0.005 C0347 A0.184 C0.684
Ins 0510 T0878 G0.658 C0903 TO0847 G0995 T0995 G065 G086 G 0316
JEHEA  DelDel 0.122 CC 0010 CCO0388 AAO  CC0704 CCO CCO  CCO082 AA0.673 CC 0459
Dellns 0.735  CT0.225 CG 0.541 AC0.194 CT 0286 CG00I0 CT0.010 CG0.531 AG 0286 CG 0.449
Ins/Ins 0.143  TT0.765 GG 0.071 CC 0.806 TT0.010  GG0990 TT 0.990 GG 0.388 GG 0.041 GG 0.092
P <005 0659 <005 0288 0313 0960 0960 0091 0640  0.706
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Table 2 Linkage disequilibrium of HLA-G 3'UTR polymorphism loci in Uygur population in Xinjiang (D)
SNPs +3003C/T +3010C/G +3027A/C +3035C/T +3142C/G +3187A/G +3196C/G
+2960 14bp Del/Ins 0.999 0.651 0.999 0.665 0.613 0.562 0.646
+3003C/T - 0.915 0.498 0.939 0.915 0.997 0.023
+3010C/G - - 0.998 0.999 0.977 0.785 0.608
+3027A/C - - - 0.872 0.999 0.999 0.715
+3035C/T - - - - 0.999 0.996 0.808
+3142C/G - - - - - 0.781 0.371
+3187A/G - - - - - - 0.651
%3 FEALEREAE HLA-G 3UTR S5 R AR S SRR,

Table 3 Composition of HLA-G 3UTR haplotype of

Uygur popalation

in Xinjiang

AL AR I3 A5 554 (%)
ITCCCGAG” UTR-2 24.9
DTCCCGAC” UTR-3 18.1
DTGCCCGC” UTR-1 11.3
DCGCCCAC” UTR-4 10.1
ITCATGAC” UTR-7 8.6
ITCCCGAC” A 44
ITGCCCGC” AR 3.4
ITCCTGAC” UTR-5 32
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Figure 1 Linkage disequilibrium of HLA-G 3 UTR polymor-

phism loci in Uygur population in Xinjiang
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PEA &, BEMIFZ I HLA-G 7> 5By 0k S5 FIhfE

ABIFFEAE B S 5 IR e AHE TP 3 HLA-G 3
UTR 34 10 28PN, 45+2960 14 bp Del/lns(rs
1704) 43003 C/T(rs 1707) 43010 C/G(rs 1710),+3027 A/C
(s 17179101),43035 C/T (s 17179108).+3092CG (rs
29798699) . +3121T/C (rs 29798728) . +3142 C/G (rs
1063320), +3187 A/G  (rs 9380142). +3196 C/G (rs
1610696), Pk S5 S A rp [ H A 5 A A R 7R
ST MR s SUBE FUZ AR 1) HLA-G A 3"UTR
TR 2] 8 A Z AL, TERGERUKE DA 74
Z A MEAL A, +3196 07 A5 b AR B 2 A M.
Wang 4515t b 7 DU RS 77 DU R 8 2 % 81,
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B IR ENBE 14 bp Del/Ins 4~ 25 £ 52 [ 45 R L
- M4 (Del 49.0% ,Ins 51.0%), 78 == #§ A B~ Del
73.5%H1 Ins 26.5%"", HA AH#E Del 88.0%F1 Ins
12.0% (CEcdiE sk A /3 http ://hapmap.nchinlm.nih.gov)
HAEE KRB BEA S 25 (P<0.01),
R F IR HE 33 A B8 R A5 oo A I
WA G225 (P>0.05) , Ul 4E B R AR S
M AFER SR C R T

Hi F HLA AS [R] 35 PR3 o7 170 S5 2 26 437 6 PN 48
MR — AL, T 3 R IR S e AL 2
BCELAR TR AT S I DR R R A 2 Ml — B, B A
BT AE R AR i 2 A AR DT 5 | A RN
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B R A R N Al S X 3 R AR AL L i i &2 (]
JI PP AN TH), > UTR-2.3 #1 1, Horfh UTR-2 S5 14bp
T A SR AR R A Y LBl B 2 (24.9%) . FEER
F RU AL, 38 BT 2 A0 A 3348 8 11 3T 1Y)
BRI (ITCCCGAC 1 ITGCCCGC) , 1t W 37 8 4k &
IR TR N 11 R 2R A B B A A e

WA 3l 57 B BF 58 % BE, 14bpDel 2 Fi14+3010C
BT HIV B XUBS: | 17 Segat 4517k BE+3010C
55N A BB R 75 (HIV) 3 AL 3R %A M e 3
5 14bpDel % 8 B 76 - 1A K 5 T HIV B rp &
FEIE VR o e AL Sk 80 7 (HPV ) 18 & 4L A
B, 14bpDel F1+3010C A9 45 % 4 K F 1F % X 18
AHEDS) ) Martinetti 58 U1 BIF 5% 6 B 14bp Del 45
TLh K 5 14bp Del By HLA-G*01:04 .01 #8217
U R 9% 88 (HCV ) 3 BB W 2 16 7, 5 2 0F
FEI R HLA-G (R 2 250k | B A% 70 R 3 [ 7R
SR 9 B R I R DA B 7 A U AR AR SCHET, BF
Ph, #F5% HLA-G B Z 8% A B T8 75 HLA-G
FEA ] AU B S g | )5 A0 RN s 1 e rp VR T, AR
WEFEAIH PCR R EL 3T (9 773, T 98 13 i 4t
BRI KA IEFT T HLA-G 3'UTR 3 K ¥ 43
B RAS T Yk B R R ABE HLA-G 3'UTR J& A 4 735
te 2751k dEE /R AR AR HLA-G 3'UTR 2
Z MM AR R F 9T HLA-G TEitfE . i1k %
JE D) REFIURE SC B Hh iV FR AR AL T 52 304K 4
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