FrE G RBFST 2016 456 H 4529 #:%5 6 #]  Chinese Journal of Clinical Research,June 2016, Vol.29,No. 6 753

%
Ze O R 9p21 | 152383206 FAAZ T IR 2 A5 1
St kR AL Gensini AU Y9G R

N, FEA, MHE, FE
. ZEEE—ARER, 2/ BY 650032; 2. HIIMFMEALC M EROME, R w1 5181005
3. PARE AR ER ORISR OMEL, TR TN 510080

TE: BE BTk op21 I rs2383206 8 M HAZ AT IR 2 50 5k sh ik GEO WA EREN LR, F
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Abstract: Objective To investigate the relationship between 1s2383206 single nucleotide polymorphism (SNP) on chro-
mosome 9p21 and the severity degree of coronary artery disease (CHD). Methods A total of 200 patients with CHD diag-
nosed by coronary angiography were consecutively collected from December 2010 to December 2012 ( CHD group) , and the
subjects with normal coronary angiography at the same period were served as control group (n =150). Genomic DNA was
extracted from venous blood sampling by silica bead method. The polymorphic typing of rs2383206 locus was analyzed by
PCR-SNP stream technique. Gensini score was made to evaluate the results of coronary angiography of CHD patients, and
the relationship between them was analyzed. Results Compared with control group, the G allele frequency (53.0% uvs
42.0% ) ,AG genotype distribution frequency (42. 0% wvs 38.7% ) and GG genotype distribution frequency (32.0% wvs
24.7% ) at rs2383206 locus in CHD group significantly increased (all P <0.05). Compared with AA genotype ,the Gensi-
ni scores of AG and GG genotypes in CHD group significantly increased (all P <0.05). Compared with AA genotype, the
CHD risk in AG and GG genotypes significantly increased (OR:1.428,95% CI.1.048 —1.947,P =0.024 ]. Conclusions
G allele at rs2383206 locus is the risk allele for CHD patients. GG genotype may be the risk genotype associated with

susceptibility to CHD. AG genotype and GG genotype are positively correlated with the severity of CHD.
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RS, HRTEHE T — R I A0 5 RN B A ¢
AL IR 2 51 (SNP) i i, GWAS BF5E & Bl (1
R 9p21. 3 1y SNP S Teb.Coi A 19 B G I N R 2
— o BRI rs2383206 fir £ 15 5 05 K I 1
YRR T AR 5 5 43 BT R W DU B
152383206 ) SNP, it — 2B HIHZ AL SR B bk (e
k) 7 B R RE A R AR

1 X&HR5F*

L1 smpl#  EZNLE 2010 4F 12 H & 2012 48
12 A175e bk 5 AR 12 W ket 0o 1) £ 3 200 1) (5
DR o IR AGERRAE: (1) 56 bk SR SE 2
A1 37 3 R kit A R R R B A = 50% ;
(2) P75k ik 55 6 AR 1 28 2 e ik Ao TR i
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PR R O LS IREREESS ™ F M | B 4
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BT 4CUKFRAT, R I REER AR UL N 41 DNA, {1
T -20°C k%8 .
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JEH) HE P B DR T 4 i 2 P CDKN2A il CD-
KN2B, 2007 4F.0 I8 95 s 42 2 P A WF 9T S s, 3X R
AL DR e SR R AV A TR Y 12383206 SNP R 45 5
SR R A

1.4.1 SNP fii fiAaill  SNP A7 s 51 W B www. au-
toprimer. com fELVIT, 11 BHEIRIR AR G, LilF
214 : ATCCTGGTTGCCCCTTCT; F 5| 4 : CTCATT-
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TaKaRa /A 7], PCR 2% #h itk . S 1L £€ | Taq i 35904 A
Roche /3], HA3 576 A Beckman 23 F] .
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DL G 2N L RATR K AG GG 5 PR R J» A 4
B TP (P 1 <0.05) , WLER 1, ph it HEWT, 76
152383206 {37 25 1, G 240 PR AT B Ry 50 9 BB 1Y
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e 3R A

2.2 SNP 4% %49 B ym R I&3R 4 W Logistic [7]15
ST HEWT 1s2383206 37 1 5 76k Lo FE U Y DG B 1, I
TEM ORI RS . &5 5% o BEE T &gt fa s A
ZJ5, 5 AA i 5 THIH, 152383206 1Y GG AG JE A
RUELAT S 35 14 oes O 98 KU A RL 0 (OR = 1428,
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2.3 Gensini By 5 WO 152383206 13 5 A7
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F=2 1523832060 EFEBSEZEBEHRESE.

Gensini 29 HIX &
FRE 4L
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