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[Abstract] Objective
T polymorphism and myocardial infarction (MI) in Xinjiang Uygur. Methods

To assess the association between endothelial nitric oxide synthase (eNOS) gene 894G/
191 MI patients and 165 controls from

Uygur population were enrolled and analyzed for eNOS gene 894G/ T variants by real-time fluorescence quantitative

%- L]

polymerase chain reaction with Tagman probe. Results

rious genotypes and alleles between MI cases and controls of Uygur (P>>0. 05). Conclusion

There were no significant differences in the frequencies of va-

The eNOS gene 894G/

T polymorphism might be not associated with MI in Xinjiang Uygur.
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1.2.1 DNA #2H R FIW-58 05 ¥ 32 HSM A i 1 402 DNA,
1.2. 2 Taqman 32 i ¢ )6 & B 8B 4 B 4% & W (Real-Time
PCR) i il 3¢ [ 5 A A= 9 &% 46 23 vl CABL 23 /D) AR 5% 1Y
7900HT Fast Real-Time PCR {{ & SDS 2. 4 B4 #E 17 1E.
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WABFIK 3.75 ul, R &M :50 'C 2 min,95 'C 10 min i
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BHn(X0)] 165(86. 4) 132(80. 0) 0.106
T TS B (T s, kg/m?) 27.943.3 27.443.8  0.482
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Mg S B (%] 120(62. 8) 91(55.2) 0.142

2.2 MIZIFIXT LI N T 45 b B 56 . eNOS 3£ [/



B EF 5K 201369 A% 1054 182

Lab Med Clin, September 2013, Vol. 10, No. 18

» 2373 -

894G/ T 2225 1 {7 o5 A 3 18 Y R % 7 3 [H 0 26 40 1 39 45 &
Hardy-Weinberg £ 52 it (P>>0. 05) , B A BEAAL Fe v, MI
2 R 4 3 DR 0 R4 R L 2. 894G/ T o st A ik IR Y B 4
A7 35 DR AT 2R 43 A A5 M 2H ik [ 4 2 [ A 22 3 R 432 B L
(P>0.05),

2 MIAMMBAERSBER2(%)]

HEARY SFLFEA
HH n
GG GT TT G T
MIZl 191 146(76.4)  42(22.00  3(1.6) 334(87.4)  4812.6)
XHIE4L 165 119(72.1D  42(25.5)  42.4) 280(84.8)  50(15.2)
P 0. 606 0.318

2.3 Logistic FH4M 47 7E2: Logistic [F AL IF % 1 ¢ MI #H
KAa R G5 A8 TT .GT+TT BBk kM5 MI
A H KM (P>0.05)
3 i e

eNOS H1 eNOS B K 4 i A= i, 20 L8 RGP A& R — &
LA (NO) Y £ ZE il 265 O 1 MI g & h B EZAEA .,
894G/ T fi S L F eNOS JeH 5 7 4b i F X, 1% A 25 A8 5 Al il
eNOS £ 298 i 1y 4+ 2 B2 bl K 4 & R IAR . T B eNOS 5 5 2
A5 17 335 P B ARG - NO A sk 2 1t 5 E06 09 K MITY

AR A LI 894G/ T /M5 %5 /R ik N MI K%
AU W AH . 7ERR 2 b X, Hingorani 2812 %o 35 [/ 1 #h A5
09 B M SB35 R AT 1 958 81 %) BRI 5, TA R 32 o7 i 58 A% S8 e o0
95 & MI 191G B B £ ; Lamblin 4%’ | Colombo %" | Zhang
50T Rossi F 3 000 B BRI L S IR B AR XA
HEAT B 9 ) % BROWE 58 A & B0 A 56 P . T Andrikopoulos
LT3k 7 s ABE L Dosenko 25180 b 1 57 22 A B M Poirier 250
Sk [ AU IR 22 N RE R B ST AR K B A e b, FE W .
Shimasaki 210 % H 4 A #Erf 285 ] M1 B 3% F1 607 {5 {g e 3
BB o2 & B M 411 894G/ T 5848 % g 3y % FRAL. I K
X5 894G/ T 4551 NO k= , 1k 15 35 gh ik o8 F 5 16 A iy
MG B 5. Angeline 0 X 4 & A B, 57 % 40 LK & oo
U DU N B B9 A R A R AR B S kA ML T
B ST S DU RO B MF T R R B e . A b
MRERNER TR ARG BIESERERER L, &K
W98 AR A 1 /DN Lk PR oz i B —  MIT AR Oy 32 35t 4% 5 B 35 3L [
S B AP0 IR T KRS | 22 Bk R I A7 8 2 B 5% JE o A
HE— B IESL,

S & Lk

[1] Casas JP,Cavalleri GL,Bautista LE, et al. Endothelial ni-
tric oxide synthase gene polymorphisms and cardiovascu-
lar disease:a HuGE review[J]. Am ] Epidemiol,2006,164
(10):921-935.

[2] Hingorani AD,Liang CF,Fatibene J,et al. A common va-
riant of the endothelial nitric oxide synthase (Glu298 —>
Asp) is a major risk factor for coronary artery disease in
the UK[J]. Circulation,1999,100(14) :1515-1520.

[3] Lamblin N, Cuilleret FJ, Helbecque N, et al. A common

variant of endothelial nitric oxide synthase (Glu298Asp)
is associated with collateral development in patients with
chronic coronary occlusions[J]. BMC Cardiovasc Disord,
2005,5(1):27.

[4] Colombo MG,Paradossi U, Andreassi MG et al. Endothe-
lial nitric oxide synthase gene polymorphisms and risk of
coronary artery disease[ J]. Clin Chem,2003,499(3) :389-
395.

[5] Zhang C,Lopez-Ridaura R, Hunter DJ,et al. Common va-
riants of the endothelial nitric oxide synthase gene and the
risk of coronary heart disease among U. S. diabetic men
[J]. Diabetes,2006,55(7) : 2140-2147.

[6] Rossi GP,Cesari M, Zanchetta M, et al. The T-786C en-
dothelial nitric oxide synthase genotype is a novel risk
factor for coronary artery disease in Caucasian patients of
the GENICA study[J]. ] Am Coll Cardiol, 2003,41(6):
930-937.

[7] Andrikopoulos GK,Grammatopoulos DK, Tzeis SE,et al.
Association of the 894G>T polymorphism in the endo-
thelial nitric oxide synthase gene with risk of acute myo-
cardial infarction[ J]. BMC Med Genet,2008,9(4) :43.

[8] Dosenko VE, Zagoriy VY, Lutay YM, et al. Allelic poly-
morphism in the promoter (T—>C), but not in exon 7
(G—>T) or the variable number tandem repeat in intron
4,0f the endothelial nitric oxide synthase gene is positive-
ly associated with acute coronary syndrome in the Ukrain-
ian population[ J]. Exp Clin Cardiol,2006,11(1) :11-13.

[9] Poirier O, Mao C, Mallet C, et al. Polymorphisms of the
endothelial nitric oxide synthase gene— no consistent as-
sociation with myocardial infarction in the ECTIM study
[J]. Eur J Clin Invest,1999,29(4) :284-290.

[10] Shimasaki Y, Yasue H, Yoshimura M, et al. Association
of the missense Glu298Asp variant of the endothelial ni-
tric oxide synthase gene with myocardial infarction[]J]. J
Am Coll Cardiol,1998,31(7) :1506-1510.

[11] Angeline T,Krithiga HR, Wisabe C,et al. Endothelial ni-
tric oxide synthase gene polymorphism G894T and acute
myocardial infarction[J]. Hypertension,1998,32(3) :521-
526.

[12] 5¢5% . hER . 200 55 Wl —RAL A B L 2 51 S
AL LA BE 19 AR OGP R LT DL v I S N R 2R AR
2003,23(8) :470-472.

[13] EIC. AR, B, 5. NER — SRS R
G894T Z 25150 WUAEBE (9 A1 & PELT 1. b B0 il 5 95
WF5E 2 3 ,2007,5(1) :10-12.

[14] BB i35 0 AR, 2. A — S A B L 2
SO W 1 SRR S LT/ CD . Hh AR I IR B2 I 2% 35
il ,2011,5(1) :46-51.

RS H B9 .2013-01-14 &[] H #9:2013-02-12)





