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ABSTRACT Objective: To explore the association between vitamin K epoxide reductase complex subunit 1 (VKORCI1) gene
1s9923231 and y-glutamyl carboxylase (GGCX) gene rs2592551 polymorphism and cardiogenic cerebral embolism in Xinjiang Uygur
and Han populations. Methods: 50 patients with cerebral embolism caused by sporadic atrial fibrillation in Uygur and Han nationality
who had been treated in the Department of Neurology, the Sixth Affiliated Hospital of Xinjiang Medical University from January 2017 to
October 2018 as a case group. At the same time, 50 non-cardiac stroke Uygur patients and 150 Han patients were selected as the control
group. Genomic DNA was extracted from peripheral venous blood, and the distribution of VKORCI1 gene 159923231 and GGCX gene
1s2592551 polymorphisms in different populations was detected by PCR-RFLP technique. Results: The frequency distribution of VKO-
RCI1 gene 159923231 polymorphism in Uygur cerebral embolism group and control group was statistically significant (P<0.05); Han na-
tionality cerebral embolism group and control group VKORCI1 gene 1s9923231 polymorphism gene There was no significant difference
in the distribution of type frequency (P>0.05). There was no significant difference in the distribution of GGCX gene 152592551 polymor-
phism in Han and Uygur cerebral embolism group and control group (P>0.05). Conclusion: The VKORC1 gene rs9923231 polymor-
phism may be associated with the onset of cardiogenic cerebral embolism in Xinjiang Uygur population, but not related to the incidence
of cerebral embolism in Han population; The GGCX gene 152592551 polymorphism may not be associated with the onset of cardiogenic
cerebral embolism in Uygur and Han populations.
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JW#FE (cerebral infarction, CT) 4 7 izt BB HY 70%
-80%!", B TR IYNE R K A Bl , TOAST 43 AL I 43y
TP, YRR AR FE SR R AR IR AL B B 20% L
TR o D BB 2 Co VR R Wi ZE 0 B i LR L, 249 1 509684,
ST /R A Ik 36% 24 N BBU M R TH R 252 i 0 i
BB 5| T, 5 A R ISR AH LY, O IR IR R 2E 0 B B
PH ZE S K (4 T (60 % 28 90%), 317 40 %6 HAE AL HH B4
PERAL, BRI SR TEMBUR R, gt 2s (25 M A B R ™

SN PR, TR R A ZE A IR B R o L A X i b
KIS & A R RAEEAEA, B R RS E R R A0
TRk i i ZE 1) s h B B

ek R K ALY IR g SRR 1 (Vitamin K e-
poxide reductase complex subunit 1, VKORC1) K @- 5% W&
1L (@ -glutamyl carboxylase, GGCX)ii i3 AL 1A 44l 2 K
R 4k AE F KR 2 11 (VKDP) 2 7 9 72 Ak ok B
PEEE IR 7, AT AEREHILAAR 1Y) 1 8 B 1% 42, VKORC1 J
GGCX JHAA e LM, AR E/R VKORC] & GGCX
) 25 R A% S T RE S I 24 A 3R KO B 1 A I 3R T P K
AT R I I TR i KU 1, F T JE VKORC f GGCX
FER Z2 350 5.0 TR MRS 28 22 8] 56 R A DCHOE , s 2N 2
SHESO IR RIS ZE R OC A BY T 4 AU B B A
F5 R AR ) BR BRI 5E Jr i, % VKORCI LA 159923231
GGCX KK 152592551 {37 i Z AL 5B sk R e DU AR
OVRPEIGREZE M RIEAT AT, BT i VKORCI J GGCX
) 5 PRI A S 55 AN ) R o VR i 25 2 I A DG

1 MRR Tk

1.1 HsETE

FEIL 2017 4F 1 [ % 2018 4F 10 AHtie THmERI RS
7B I B2 e P2 AR E SRS O VR A M A 3 A 35 AL 100 61, A4
LI PRBERE LA MR AR AR JC B, B B8 5 1 O H T 25 21
W, MR 2 B T K RS DU T 4 0 I 798 22 R < B2 Wb
W, 2t R & CT 1/ 5% MRI #ii2 , A& ke 2850152 3
B O VR M e 2 F A A HERR AR < 1) I s R T S8 A
FECANG I K MBS 5 P4 28) 5 2) 5 3T AR O TR MR oK
TERTRECAN NG i A4 2 25 SRR 2E IR PR JE55)  3) 5 B BUM A4 €
G s A HERR A O GBI R e R R
15 MR - A B et pes  HEARBREN M R .

FRBEFFES G BB HANT « RBidl . DUBIRREZEL] 50
B, 55 26 4, 2 24 ], AF4% 58-91(68.22+ 12.53)% | 4L IRK ik
iR FELH 50 9], 5 23 f51], 4z 27 4], AE 4 26-85(60.74+ 14.50)
B % B - TG I 2% 5% B B B DU X R 150 5], 5 76 B, &
74 {5 AEHE 15-84(40.23% 9.23) %, 4E TR XS IR 50 ], 5 20
i, 2 30 9], 4 0% 17 22 81(45.60% 15.50)% , 44 2 8 BE B K
2R 7S B R GE 0 Al OO VR i 2 R, HE SR D 8 B I A ™
B A AT E BRI RS E MR,
12 7k
12.1 EFE 4 DNA fRER  HliEET A 4 a5 E ik i

BN 4 mL, FIRFRYUEE, /AT -80 CUkAl, & L2 )5,
SR A DNA, Jrid i il / @it . RIS
XFHEHU) DNA FEASAT A Ar SR AT 5 1 WL FEARE
T 1%NEMEEE LK, SRS HRAE S AR E R Y 25 5
JEAGTHIY DNA YR, K 58 iSRS Ko BE Al 11 (8 AT e 31
5-10 ng/pL.
122 PCR R Rz i [{] Primer 3 R334 34 H AR EE R 5
Y3, 3t GCG #45¢ % Blast, B € 51 417 5 HoA w4 5
PRGBS BB IR Rl B A s 191 519075
1s9923231-F ; 5'-GCAGGGACATCTTTGGTG-3', 1s9923231-R:
5'-AGTGGTTCTCGTGCCTCA-3';1s2592551-F : CTTCACCCT
GCTCTACCTC,1s2592551-R.GATAGTTCAATCTGGCTCTTG,
4t 25 WL PCR §"385 BiA &, Jorh 4% :0.2 mmol/L ANTP 2.0
mmol/L Mg? 1 x HotStarTagbuffer 4 0.2 wmol/L,1 nL ## #i
DNA X HotStarTaq 225 Hf 1 U, PCR S WFLF : 55— . His
PE 15 min(94 C); 5 =2 .94 ‘C Iz i 20 s,68 C Jz hj 60 s(F1>
PRI 0.6 'C),72 'CF 1 min, 2 10 MEH ;55 =20 . Z0d 94
‘C 205,55 °C 605,72 °C 1 min, 3L 26 AMEFF; 55004 72 CF 2
min §5500, 58 EL BN SR PCR P2 #4744k, B 15 ul
PCR 74, Ho o in AR A% BR ST Bt (Exonuclease 1, Exo T)
2 U FIUF 58 i (Shrimp Alkaline Phosphatase, SAP)S U, 5% 1 h
(37 C), &5 Ki 15 min(75 C),
1.2.3 SNaPshot BAEIEMR R BIHIEMSI1Y, 51975 N
S“TTTTTTTTTTTTTTTTTTTTTTTTTTT-TTTTTGGGCT-
CAAACAAGGCCTGC-3', (1)FEfd s WARZR (10 WL)ALFE 5 wL
SNaPshot Multiplex Kit, ZEffi 5| ¥ &4 (ZEMH5] 4 0.4 wmol/L)
2 pL , 4ifbf5 1 PCR 77 2 pL , 1 pL &K, (Q)IENPEERRE
FFUF :94 'C F 3 min;48 fE¥Hx (94 C 305,60 C 305,72 C
30);72 C FRLEM 6 min 453, (3) F7HLlifb iR : ¥ 1 USAP
fiff 5 T 10 WL SEM=Hy e, 3f 37 ‘C R 1 h, e 75 'CKIE
15 min,
1.2.4 Pl & SNP S B4 WAL)S A E ) 0.5
uL, 15 0.5 uL Liz120 Size Standard .9 wL Hi-Di #4], Z5¥E 5
min (95 C) J5, #T ABI3130XL WFAL#17587. F Gen-
eMapper5.0 (Applied Biosystems Co., Ltd., USA) % {4 %} ABI
3130XL U A F Y IS A $dfE #E1T SNP {5 243 B 7153 BRE A
Y BE PR,
1.2.5 U SEHUEFEE R A b AR I REAHEA T
eI P45 R A SNP dls e rh AT HL B AT o
1.3 SEit=4hiE

K SPSS19.0 347581t 7# 3 . & Hardy-Weinberg
SEBRE R IR A QSR o 2 TEZS 230 12 = ORI
B PaEEIOR, W IERG H 5 25 P Ok, 22
SR TS, FEAS t RS A T2 B) e 3, W R B A A O 22
ANF5, F RS HEAT A ) A, X AN T R IE AN A 1Y S e R
R IR, =Ah S LA 28 55 LU BRI 2200070 THECPER
FHBECRE 43 L3RR, WL 22 M TR e i, 55457 R PRI
H=2x a1+ A TYCx ZRAE). RIS
(5007 e PRURN B R BT 3R i 22 57 . B P<<0.05 /oRE R EA S

S-S




<2976« DRAMIESSHE  biomed.cnjournals.com Progress in Modern Biomedicine VoL19 NO.15 AUG.2019

2 5R

2.1 FiteZEE 53T RAR —R IR KRR LB

DU B A5 R ik ZE 41 A% BMI{E | e IR S 4507

—PRBTRE AR IAE ST 22 R e R L (P>0.05),
UMk e 2 2 A RE L5 BN DR 3 S 77 T A A v T F B
(P<<0.05), M 4E=F: /R R A ZE 255 00 BRZLAE T Lol SRS PRI
S5 H2E S IR (P> 0.05), WA 1,

T TXRLL(P<0.05). DU K4t/ GHEFELH 5 % IR

1 i ZEA 53R AR IR REHE TR

Table 1 Comparison of the clinical data between cerebral embolism group and control group

Han nationality

Uighur

Cerebral embolism

Control group

Cerebral embolism

Control group

P P
group(n=50) (n=150) group(n=50) (n=50)
Age/year 68.22+ 12.53 40.23+ 9.23 0.000 60.74% 14.50 45.60+ 15.50 0.000
Gender: Male/
26/24 76/74 0.870 23/27 20/30 0.545
Female
Smoking/n(%) 4(8 %) 15(10 %) 0.676 10(20 %) 12(24 %) 0.629
BMI/kg/m? 24.65% 2.09 21.15% 2.15 0.000 24.40% 2.51 22.56% 4.65 0.016
Diabetes/n(%) 14(28 %) 43 %) 0.000 12(24 %) 1122 %) 0.812
Hypertension/n(%) 31(62 %) 17(11 %) 0.000 28(56 %) 15(30 %) 0.009
Coronary heart
. 20(40 %) 2(1 %) 0.000 6(12 %) 1020 %) 0.275
disease/n(%)
Systolic blood
134.78+ 19.69 122.84+ 13.93 0.000 133.04+ 16.92 122.34+ 13.28 0.001
pressure/mmHg
Diastolic blood
77.80% 8.93 76.65% 9.45 0.441 79.10% 13.60 77.76x 8.97 0.562
pressure/mmHg
TG/mmol/L 1.57+ 0.81 1.64+ 1.00 0.633 1.52+ 0.83 1.70+ 1.00 0.292
TC/mmol/L 4.12+ 1.32 4.06% 1.17 0.762 4.12+ 1.14 3.95+ 1.79 0.571
LDL-C/mmol/L 2.64% 1.04 2.72+ 1.02 0.627 2.74% 143 2.43% 1.10 0.315
HDL-C/mmol/L 1.31% 0.44 1.29+ 0.43 0.829 141+ 0.97 1.31% 0.53 0.496

22 Nk, #EREKEEHAMNITEA VKORCI & F
159923231 BAA AR GGCX B E 152592551 S AERE
BAR ST R FSRR b3

TG N 4E B R R )N #F VKORCI 3 Rl 159923231,
GGCX FE[H 1s2592551 {7 s 35 PR 78 K 2 o7 3 PRUABUR 40 A 75
Hardy-Weinberg V- i it . 4k B/ i fibi 42 S8 40 I ) B2 2 [i)
VKORCI 3 159923231 L2 25 o5 35k P BUASR 1) 2 A LE AR
TR G iR 2E 2] GG FHEF BITRIK 26 %, B & X R4
GG JEFEFAR 10 %(P=0.037), UG NRiAe: 341 K %k HR 4H 22 [A]
VKORCT1 3 [ 1s9923231 £ 25 A0 st 35 PR AR 050 R (1) 43 A1 L 3%
ZR TG (P> 0.05), BUB I ZE40 Kot R4 AA £
TR Y 3N 84 % .84.7 %, MR W GG F[H B ATE /31 o
GGCX KL 152592551 22250 s AEDUG 2B /R TG W+ ZE 41 Fn
of BEZH B0 43 A 25 S TR G847 (P> 0.05), ¥k CC K& CT
FEF A, Hod C A FEPRIERIE 63 %L 1, L% 2,
23 AEMEEREZE VKORCI-1639G/A HEE &4 5 %
By LL %R

B E M IR IE AR E A . FE K B AR A BRAY VKO-
RC1 FE[H 159923231 Z 4507 5 F1 GGCX [ 152592551 £345
{7 B BFIE S A LI IT AT LR AT, 45 R R I VKO-

RC1 FE[H 1s9923231 25 2557 5 (1) 35 DR 20 1 3R e 2547 35 [R5 3%
YA B AR NBER A 5 W S Y5 R | E AR SE AR R
P AE VKORC1 #E[H 19923231 v 5 Fe A 2 &M R AE7E 8.
EM22H(P<<0.05, W32 3), DU B H AR AREEZLLL AA FER 7Y
N, AA LR AL 80 %L |, R GG JE RV M , 4 E
IR BRI NTE L AG JER T Z UL T AA LR RIS B 5 L
B 46 %, AP AN GG J AL 5 89.6 %, Tk
GGCX KM 152592551 Z2 57 5 14 Ji PR B 431 3R T 46 {57 356 R 430
RO GYEFIR I AR S H A B 3 25 5, i 5 K58
NBE GGCX J[H 152592551 {i fh 3 K L A i AR GE b2
25(P<0.05, W3 4), DUK B 4 B /R g7 CC.CT . TT =
FhILNTUARR, L CC K CT R BIAA o 3 , TT 3 K T B¢
SIAIRAT IR 12 %L b, ERSE A TT SRR 434 ITE 9 %
PIF
3 3HE

#i R K AR B GEE L PR 11, VILL IX A X)ANHTae i
FEAGEA C XHAHETERA SN 5 sl kaE i #I% 5

A, BEMP T VIDFIEE I 5SS H il =i a s E e
(TGRLP), RIFLEERBL(CMs)A K . 24 CM- BEIF I 500
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R 2 R A /REREZEAFITEREA VKORCI EF 159923231 £RM AR GGCX BE 152592551 EAMAREERE SEMEFERRILR
Table 2 Comparison of genotype frequency and allele frequency of VKORC1 gene rs9923231 polymorphism locus and GGCX gene rs2592551

polymorphism locus in Han and Uygur cerebral embolism groups and control group

Han nationality Uighur
Cerebral embolism  Control group Cerebral embolism  Control group
group(n=50) (n=150) P group(n=50) (n=50) P
1s9923231 f(‘:::j;ﬁj
AA 42(0.840) 127(0.847) 0.910 25(0.500) 23(0.460) 0.037
AG 8(0.160) 23(0.153) 12(0.240) 22(0.440)
GG 0(0.000) 0(0.000) 13(0.260) 5(0.100)
Allele frequency
A 92(0.920) 277(0.923) 0.914 62(0.620) 68(0.680) 0.374
G 8(0.080) 23(0.077) 38(0.380) 32(0.320)
12592551 E::z;ﬁ;
CcC 22(0.440) 67(0.450) 0.140 22(0.440) 19(0.380) 0.821
CT 25(0.500) 58(0.389) 23(0.460) 25(0.500)
TT 3(0.060) 24(0.161) 5(0.100) 6(0.120)
Allele frequency
C 69(0.690) 192(0.644) 0.405 67(0.670) 63(0.630) 0.553
T 31(0.310) 106(0.356) 33(0.330) 37(0.370)

* 3 AEFER RIZZE VKORCI E[HE 159923231 ZAEM A5 HAILLE
Table 3 Comparison of polymorphic loci distribution of VKORC1 gene rs9923231 among different races and ethnic groups

Rs9923231 locus genotype frequency/(%) Rs9923231 locus allele frequency/n(%)
Nationality n
AA AG GG A G

African 661 0.004* 0.100* 0.896* 72(0.054)* 1250(0.946)*

American 347 0.173* 0.476* 0.351%* 285(0.414)* 409(0.589)*

European 503 0.157* 0.461%* 0.382* 390(0.388)* 616(0.612)*
Japanese 104 0.808 0.192 0.000 188(0.904) 20(0.096)
Uighur 50 0.460* 0.440%* 0.100* 68(0.680)* 32(0.320)*
Han nationality 150 0.847 0.153 0.000 277(0.923) 23(0.077)*

Note: *Indicates that the healthy Han population in Xinjiang is compared with other people P<<0.05.

R4 FAEMERREZE GGCX HE 152592551 SRS RHILLE
Table 4 Comparison of polymorphic loci distribution of GGCX gene 152592551 among different races and ethnic groups

Rs2592551 locus Rs2592551 locus
Nationality n genotype frequency/n allele frequency/n(%)
CcC CT T C T
African 661 0.365 0.490 0.145 806(0.610) 516(0.390)
American 347 0.608* 0.340%* 0.052* 540(0.778)* 154(0.222)*
European 503 0.467* 0.443* 0.090* 693(0.689) 313(0.311)
Japanese 104 0.413 0.490 0.097 137(0.659) 71(0.341)
Uighur 50 0.380 0.500 0.120 63(0.630) 37(0.370)
Han nationality 150 0.447 0.393 0.160 193(0.643) 107(0.357)

Note: *Indicates that the healthy Han population in Xinjiang is compared with other people P<<0.05.
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ML AR, SR OCHIGR T ii/IMRI I T Xa /-5 )5 1 il 7
T, DT 2E— 253800 AT B XU 20, A ol A 3R KA
P I R 4 B il 2 A A 3 K IR R il 4 A AT 2R
{37 1(VKORCY), i@ i i fh ik pa A= 2 K iR JE R0, (4R % K
WAL I (VKDPYRIL g y- BREEAHIR , & A y- A ETRIRHE
PR I 5 A2 E— 25 Bl Rr R A O T M R M R, v
H v- B ABOREHGGCX)IFA T v- AR BIE AR R KK
PR 1 (VKDP) 5 B A2, VKORCI fr GGCX K
RAFSINAEA R K W R S 4R 2 KK A IE R
Ak, T S B I 57 71519,

VKORCI1 &0 F 16 Sy alk I 144 2 K R YR
JREGE G RIS — I, & 3 NS T, D 163 24 5k
1% 74108, VKORC F R 28 54 T30 VKORC it 76 M ik
5, BB (s 20 2 38 KA R L IR - B B R AR 120, GGCX
FER F Yotk 2p12 b, PR 13-kb FEFRAL XL, H 15 44k
ST A, i 758 EEERRT AP, GGCX Al DAL BE i
F L VILIX X (9 y- BAGVER, &R R T 44 R KA
0,, MIEEYEA 2 K F O, B, GGCX FrF ks CO, BAS
AR, 774 v- RIURERFIRHE A 744 3 K 2,3- FF
Ak B A A R KGRI R T T VILIX X B H 5 C
FIEFT S A ERRERILE T GGCX Bk LI G, K5
KA Z GG N TS5 R [, 1 GGCX B 5848
P X B 1ML PR R R AL = A ) IR I R, A ST
HRIE AR : B B B 3 24 R I R G5 ) e AL R
L5, 1 ZE AL AT & AR i 2 1) XU ), Sychev 4EET A
WA A RS S

FEA: AR Z TR SE VKORC 3 [K] 22 2518 AS [\ Tl (14 it
FRABE AR A AR B 2 25 e, h E LT, HRTA 56 4
ANTR) 4 B, AN TR B R 1A= 78 7 =X IR 2 A B 6, O T 1
HAEAL Ty T A 25 51 L AT 9 o) B Be A /R R B DU AT
FEIFWFFT o WF5T 5 BN B AR O WG Pk e 2 28 3 S5 A e o R
HEMLL, VKORCI 3K 1rs9923231 234547 5 ih i GG AL
R A (26%) W (B 7 T X HR 4. (10%) , M A A7 AR G 2725
5E(P<<0.05), #fE 1639G> A 453 FL R 1l e R4 /R IR AR
TR i ZE Y 3844 XURG: [A 1+ , Dubovyk 2509 A 7E 15 77 22 A HE
AR T A T RIRERI SIS IR A B R 5 7
AR e R o A R TT BUIEPIUER  F C S R B,
T 25 S AR BT DURR AR T AN B, DURRCo VR i 2 20
KTIRLIILL AA BRI RLR Ry 3, /3R e 25 5(P>0.05),,
HARN GG BIFLH 3 AHE. e GGCX #EH 152592551 437 15,
ZANEST A T AR BLDUR ki 38 B 3 5 e B R
A, CC.CT TT =FpEEFE R4, H = Fh B R A0 4
AN R 1 i S 20 Kt BRZH Fh 38 WL GE 3225 (P> 0.05),
HOE I GGCX LA 152592551 i/ 45 22 A5 M AT g 5 4k 5 /R W M
U P B £ i ZE Y R R TE R

FT HAE VKORCT J: A 1s9923231 £ 2547 55 1 GGCX 3
12592551 235 MAEANRIRpG . N R BE E] ) o3 Ai 1 O
38 1 A5 1] http://asia.ensembl.org/ H7 dbSNP 5415 [ A& B8 8 73
% VKORCI H:[H 1s9923231 L2354 15 1) JE DR FRUATI 3R K 553 Fk
HAT 4 5 H AR NG 225, TS5 48 5 /R 0% | B MRS AR

L AR ARE AR B E 225, DUR K H AR A LL AA LR
IR BRI GG RIS S AR E LA
AG FENTIZ UL, GG HEPN BRI 10 %L L, AR AR#E GG
HEP R BT ok LU i3k 89.6 %, Yuan ZEPIA R SLEGHIEN]
FAHELT A SFA7 R, 159923231 fi i i G S5 AL EE K VKO-
RCI WS FIGEPHERETF T 44 %, f#f VKORCI ) mRNA FI%E
P RN R, 15 BRI DR TR AGRE 0, DA T 5 2057 AR 5 1T
IR A XU, B A SIE A HE VKORC (4] 159923231 222851k
BT FELL AA LRI 3, M 4EE R R S B SE AR
TN E2ELL AG B K GG B9 o 3, D iR & 5 S BUN
REZER KL 78 GGCX KK 152592551 2235/ i Y HE DA A4 32
e SN PR AR A3 o DU 5 465 R T AR H A
NAHFFICEE S, 115 B AHE GGCX JE[H 152592551 fif si
W Z M ARG A 22 5, WS AR L CC RN B3 A1
L TT ZEREL A AR, U AR 56 AR iz A1 2 5+
BB, TR R DU Be HAS ARUNAHE TT P L0 A
BRIIER 9.6 %L b LA 45 R VKORCI A 159923231
Jo GGCX HEIH] 152592551 25 A 15 Ak PRI Y 43 A 3337 SE M
FEYH BRSNS AR 22 57
L5 TR AR S5 B VKORC (A 159923231 54
B IR B B0 6 A e S ) K AT 5, TS DU GG 5
GGCX FE[H 152592551 5 25 5 e S DU o B A8 2 i A4 € 1
KR IK, 1A, VKORCT JE[H rs9923231 fi7 45 & GGCX K
12592551 {37 i 22 A5 ELEA R Rl AN ] B fdt B RE Th 2y
MAE2E S
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