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Abstract The gene polymorphism of Angiotensin —Converting

reaction—restriction fragment length polymorphism (PCR-RFLP) in
124 cases of CHD Uighur patients and 50 healthy subjects as
verified by diagnosis. The results show that there are no significant
differences in genotype distribution and allele frequencies of ACE
gene, FVII gene, ICAM~-1 gene in Uighur patients with CHD when
compared to healthy subjects (P>0.05).

differences in genotype distribution and allele frequencies of eNOS

There are significant
gene in Uighur patients with CHD when compared to healthy
subjects  (P<0.05). There is no correlation in genotype distribution
and allele frequencies of ACE gene, FVII gene, ICAM -1 gene in
Uighur patients with CHD in Xinjiang. Significant correlation is
discovered in genotype distribution and allele frequencies of eNOS
gene in Uighur patients with CHD in Xinjiang.

Keywords Uighur patients with coronary heart disease; A CE gene;
eNOS gene; FVII gene; ICAM-1 gene

Enzyme (ACE) gene, Nitric Oxide Synthase (eNOS) gene, coagulation 0
Factor VII (FVII) gene and Intercellular Cell Adhesion Molecules—1 (Coronary Heart Disease ,CHD)
(ICAM-1) in Uighur patients with Coronary Heart Disease (CHD) in , . CHD
Xinjiang are studied in this paper. The four types of genes related to ,
CHD are compared to each other by using polymerized chain , , CHD
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.
. (ACE) Hin6l Acell Banll
CHD ( )3 ,BIOWEST,
=, . (eNOS) 1.4
7 298 - (Glu-298Asp, 1.4.1 DNA
G-T ) , eNOS , TIANamp Blood DNA Kit
Bl , NO DNA,
, CHD o 142 ACE
VII(FVII) CHD 1) : 5'-CTG GAG ACC ACT CCC
#, -1 (ICAM-1) ATC CTT TCT-3- 5°=GAT GTG GCC ATC ACA
6 469 C T TTC GTC AGA T-37,
CHD &, CHD 2) :PCR 25 plL,
, CHD ACE JFVIL .eNOS DNA 1pL, 10xBuffer 2.5 1,25 mmol/L. MgCL, 1.5 pL,2.5 mmol/L
ICAM-1 , dNTP 2 pL,5 U/pL Taq  0.125 wl.,20 mmol/L
CHD 1 pL, 94C, 5 min,
o 1 94°C 1 min,58°C 1 min,72%C 1 min,
30 ,72°C 10 min, PCR 1.2%
1 ,EB , R
1.1 1.4.3 eNOS
111 1) : 5°-TCC CTG AGG AGG GCA
CHD TGA GGC-3° 5°-TGA GGG TCA CAC AGG TTC
, :@ 40~75 ;@ CT-3",
;@ ;@ o 2) :PCR 25 plL,
1.1.2 DNA 1 pL,10xBuffer 2.5 nl.,25 mmol/ L. MgCI2 1.5 plL,2.5
) mmol/LL ANTP 2 wL,5 U/l Taq  0.125 pl,20 mmol/L
NE) . 1 pL, 94°C. 5
N min, 1 95°C 1 min,64°C 1 min,72°C
. e . N 1 min, 30 ,72°C 5 min, PCR 457 bp,
@ R 1.5% ,EB , o
1.1.3 3) : 20 L,
CHD 124 2007 3 2008 9 PCR 18 wL,Banll 10 U, 10xBuffer 2 wl,37C
16 h, 2.5% ,
, 63 , 61 42~65 , o
52.16(£6.75) 50 . 1.4.4 FVI
, , 25 1) : 5°-GGG AGA CTC CCC AAA
, 25 41~52 4825(+6.71) TAT CAC-3, 5°-=ACG CAG CCT TGG CTT TCT
1.2 CTC-3",
DYY-III-6 ,DYY-III-32 2) :PCR 25 pl,
( );PE480  PCR ( Perkln—Elmer DNA 1 pL,10xBuffer 2.5 pl,25 mmol/l. MgCl, 1.5 plL,2.5
); DU640 ( Beckman Counter ) ;M- mmol/L. ANTP 2 pL,5 U/pL Taqg  0.125 pl,20 mmol/L
15E ( uvp ) ; Palariod ( 1 nL, 94C 4
BIO-RAD e min, 1 94°C 3 min,60°C 1 min,72°C
1.3 1 min 10 s, 94°C 1 min,60°C 1 min,
TIANamp Blood DNA Kit ( 72°C 1 min 10s, 29 J72°C 10 min, PCR
);50 bp DNA Ladder,100 bp DNA Ladder( 312 bp, 1.5% ,EB s
);ACE JFVIT JCAM-1 o
eNOS ( );TaKaRa Taq PCR 3) : 20 pL,
( ) Mspl PCR 18 wL, Mspl 10 U, 10xBuffer 2 pnL,37°C
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20 h, 3% , Hardy—Weinberg , ., X
s o (P>0.05), CHD DD 20.16% ,1/D
1.5 ICAM 44.35% 11 35.48%, Hardy—Weinberg ,
1) : :X59288, 11333~ , X (P>0.05),
1632, Pharmacia o 5'-GAC TGG ,CHD
ACG AGA GGG ATT GTC-3 5°-GTG AGG ATT (P>0.05),
GCA TTA GGT CCA-3", 1 ACE
2) :PCR 25 pL, Table 1 Frequency distribution of ACE
DNA 1 pL,10xBuffer 2.5 wL,25 mmol/. MgCl, 1.5 plL,2.5 genotypes and alleles
mmol/L ANTP 2 pL,5 U/l Taq  0.125 pL,20 mmol/L
I nl »C 10 N/II N/1/D N/DD N/1 N/D
min, 95C 30 s,60°C 30 s,72°C 30
. CHD 44/35.48% 55/44.35% 25/20.16% 143/57.66% 105/42.34%
s, 36 ,72°C 5 min, PCR 300 bp, 1.5%
,EB , o 22/44.00% 20/40.00% 8/16.00% 64/64.00% 36/36.00%
3) : 20 ulL,
PCR 18 WL, Acell 10 U, 10xBuffer 2 pl,37C X P00
Note: After inspected by x%, P>0.05.
4 h, 2% ,
i . 212 DD .D CHD
1.6 2 , I DD ( Ib 11
SPSS 16.0 . ) ;DD CHD (OR)
Hardy-Weinbers . 1.562.1.326,P 0.353.0.526;D
3 CHD 1.305,P 0.276, DD
X . P<0.05, . D CHD )
> 2 DD o .D
21 ACE
Table 2 Relative risk of DD genotype and D allele
211 ACE — . .
in Uighur patients with CHD
ACE 16 1/D PCR
DNA s 490 bp , ACE X OR P
16 287 bp Alu ; DD/1T 0.861 1.562(0.606~4.026 ) 0.353
Alu 190 bp ) CHD DD/ DD 0401  1.326(0.553~3.178) 0.526
3 o (DD)190 bp, (11)490 bp, D/1 1.188 1.305(0.808~2.109) 0.276
/ (I/D)490 bp 190 bp( 1),
2.2 eNOS
12 34 56789101112
2.2.1 eNOS
G Banll , T
Banll o ,GG 137 bp 320
600 bp___{ ol bp,TT 457 bp,GT 457 bp 320
500 bp —1
300 bp —— ggg :P bp 137 bp3 ( 2).
— - P
200 5p 190 bp eNOS 3 ,
112 .50 bp DNA ladder; GG 48.00% ,GT 40.00% ,TT
2.4.7.8.11 Al 12%., Hardy—Weinberg , ., X
3.10 DD ; 569 :I/D (P>0.05), CHD GG 28.23%,
1 ACE PCR GT 51.61% ,TT 20.16% . Hardy -
Fig. 1 PCR amplification results of ACE gene Weinberg , . X
ACE 1 o DD (P>0.05), s CHD
16.00%,1/D 40.00% ,11 44.00% ., (P<0.05),
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600 bp
500 bp
300 bp
200 bp
150 bp
100 bp

57 bp
320 bp

137 bp

1 :50 bp DNA ladder;
2.3.4.5.7 :GT ; 6 :TT
2 eNOS
Fig. 2 Results of amplified products of eNOS gene

3 eNOS
Table 3 Frequency distribution of eNOS
genotypes and alleles

eview

272 bp

300 bp
205 bp

200 bp

iy e
40 bp
1 :50 bp DNA ladder; 2.3.5 :MIM2
4.6.7 :MIM1
3 FVI

Fig. 3 Results of amplified products of FVII gene

5 FVII
Table 5 Frequency distribution of FVII
genotypes and alleles

N/GG N/GT N/TT N/G N/T

N/MIM1  N/MIM2  N/M2M2 N/M1 N/M2

CHD 35/28.23% 64/51.61% 25/20.16% 131/54.03% 117/45.97%

CHD 82/66.13% 40/32.26% 2/1.61% 204/82.26% 44/17.74%

24/48.00% 20/40.00% 6/12.00% 68/68.00% 32/32.00% 32/64.00% 17/34.00% 1/2.00% 81/81.00% 19/19.00%
X ,P>0.05, X .P>0.05,
Note: After inspected by %, P>0.05. Note: After inspected by x?, P>0.05.
222 TT T CHD 232 MIM2 M1 CHD
4 ,TT T CHD 6 ,MIM2
(P<0.05), (OR) 0.811(P>0.05);M1
(OR) 0.783(P>0.05),
4 TT T
6 Mi1M2 M1
Table 4 Relative risk of TT genotype and T allele in CHD

the group of Uighur patients with CHD group

Table 6 Relative risk of M1M2 genotype and M1
allele in the group of Uighur patients with CHD group

X OR P
CHD GT+TT/GG 6217 2.347(1.191~4627) 0013 X o 2
cup  MIMUMIM2 0057 1.089(0.541~2.191) 0811
23 FVII M1/M2 0.076  1.088(0.599~1.975)  0.783
2.31 FVII
FVII M1 2 Mspl , 2.4 ICAM
MIM1 205.67 40 bp 3 ;M2m2 - 241 ICAM
GoA , ICAM-1 C469T ,PCR 300 bp.
272 40bp2 s M1M2 , 272, Accll JCAM-1 3
205.67 40 bp 4 ( 3. .CC 214bp 86 bp ;TT 300 bp 1
5 , MIM1 64.00% , MIM2 ;CT 300 bp.214bp 86 bp 3 ( 4),
34.00% ,M2M2 2.00% ., Hardy — 7 , cC 6.00%,CT

Weinberg , . X (P> 52.00%,TT 42.00%, Hardy—Weinberg ,
0.05), CHD MIMI 66.13% ,M1M2 . X (P>0.05), CHD CC

32.26% ,M2M2 1.61%. Hardy—Weinberg 12.00%,CT 44.00% ,TT 44.00% .

, . X (P>0.05). Hardy—Weinberg , , X

, (P>0.05)., , CHD
(P>0.05) (P>0.05).,
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1 23 456 78 91011 (P>0.05),
ACE DD D
H LACE DD D
300 bp 300 bp ¢ib ) . ’
200 214 bp 71 CHD ACE DD D
150 bp CHD , °
e ity Holmer ¥ ACE
1 :50bp DNA ladder; 2.3.6.7.8.9 :CC; , (1319 ). ACE
4 TT; 10,11 :CT; 5 DD D . 110]
el 713 CHD ( <50
Fig. 4 Results of amplified products of ICAM-1 gene ), 638 ’ ’
7 ICAM-1 . ACE
Table 7 Frequency distribution of ICAM-1 ,
genotypes and alleles ACE /D o
eNOS NO ,eNOS
N/CC N/CT N/TT N/C N/T \ , G894T
CHD 15/12.00% 54/44.00% 55/44.00% 84/34.00% 164/66.00% "
s eNOS G894T
3/6.00% 26/52.00% 21/42.00% 32/32.00% 68/68.00% 12 ¢NOS 7 78 94
¢ P00S, G T(G894T), 298
Note:: After inspected by x%, P>0.05. (Glu298Asp) . 0 ,
242 TT T CHD 80 CHD eNOS Glu298Asp CHD
8 ,TT T CHD ’ CHD
(P50.05). 1, , eNOS G894T
CHD )
8 TT T CHD . eNOS — G894T
Table 8 Relative risk of TT genotype and T allele in the CHD
group of Uighur patients with CHD group i ) .CHD
% OR P (P<0.05), eNOS
TT/CC 0.920 0.524(0.137~1.996) 0.337 TT T
CHD  TT+CT/CC 1.428  0.464(0.128~1.678) 0.232 R
T/C 0.112  0.919(0.560~1.508)  0.738 , VII(FVII) FVII
JFVIL (FVIIAg) FVIL(FVIla)
3 R FVII
CHD s , st VII (FVIla) s
o s FVIla CHD , Fiona Green
N s N 20 90 FVIL 8 Mspl
.CHD A o , 353 (G—A),
, ACE 1/D CHD s o FVII
, o ,ACE FVII
R DD CHD sl 16l s M1M2 M2M2
- ACE CHD , FVlle s FVIl FVIle
ACE 1/D o Nassar ACE R 17 ,
CHD - @ ,ACE-DD FVlle ,FVlle
D CHD R
,ACE-DD CHD FVII
. , , ACE s RV CHD
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,CHD FVII
(P>0.05), FVII M1M2
M1 CHD o
ICAM-1 N
o Jiang Bl JCAM-1 C469T
(E469K) R
349 CHD ( 179
) 213
, ICAM-1 E469K
o Lawson ! 1CAM-1
cDNA, Cos7 , ICAM-1
, ICAM-1
G241R \E469K ICAM-1
,G.E
o 201 JACAM-1 C469T CHD
,T CHD ,
ICAM-1
s CHD N o )
,CHD
(P>0.05), ICAM-1 TT T
CHD o
4
, CHD ,
ACE VI ACAM-1
; CHD  eNOS
o ACE JFVIT JCAM-1
CHD , eNOS
CHD o
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