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[ ABSTRACT]

nary heart disease.

Coronary Heart Disease;

(SA). 31 nommal volunteers.
were scored according to the patterns of DNA bands.
cantly higher in ACS group than SA group and control group.
higher in faity plaque than fibrous plaque and calcify plaque.
syndrome and the 2G/ 2G type of MMP-1.
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Matrix Metalloproteinase 1;

The carotid arteries were performed with echocardiography.
Results The frequency of MMP-1 2G/ 2G type and allele T was signifi-
The frequency of MMP-1 2G/ 2G type and allele T was significantly

Conclusion There was association between the acute coronary

Gene Polymorphism;  Acute Coronary Syndrome;

Aim To investigate the association between polymorphism of matrix metalloproteinase 1 (MMP-1) and coro-
Methods This study enrolled 35 patients with acute coronary syndrome, 27 patients with stable angina
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* 1. ZHEBKRERLE (v )
Table 1. Comparison of risk factors in the three groups

o SRR RE LA TR TR
LEEHEA (n= 35) (n=27) (n=31)

F (%) 58.7%10.1 61.5%7.9 54.1%12.6

514 (1) 25/10 2007 22/9

T IR 31. 6% 46. 5% 0

W PRI B2 21.2% 27.9% 0

o 0Ll 52 36. 8% 39. 5% 0

AR 52 36. 8% 32.3% 6.7%

46 (mm Hg) 132.9t14.5 140. 4 £11.2 120.4 £12.8

F#FIKIE (mm Hg) 83.2%11.4 88.516.5 75.3%7.4

LK% (mmol/L) 6.05%1.76 5.78 £1. 69 4.5610.91

TC (mmol/L) 5.09 %0.8 85.10 10. 88 4.24 £0.23

TG (mmol/ L) 1.77 20. 69 1.93 0. 79 1.09 0. 38

HDL (mmol/L) 1.05 0. 28 1.05 0. 27 1.5230. 41

LDL (mmol/L) 3. 11 £0. 68 2.98 £0.80 1. 10 20. 50

CRP (mmol/L) 1.65£1.812 0. 66 £1. 15 0.25%0. 19

a: P< 0.05, SIEEATIRAILLE.

2.2 EFEBEFMEETELR
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N/ ERKZZSVE, PCR =537 29 149 bp(2G) F1 148
bp(1G) . =#1/E MMP-1 4 2G/ 1G.2G/2G }% 1G/ 1G
RRAMESHERERITEREXL(P< 0.05) . 2G

*2 ER&REOMN | EEEMEFMERMESH
Table 2. MMP-1 genotype and allele frequencies

5 A7 B ] B 22 43 1 9 89. 2%  66. 7% F148. 4%, 1G
LAy S PR 4 BT, 1% 33, 3% 1 51. 6%, =41
8] LA A B M F(P< 0.05; % 2, Table 2) .

SEA S FE R AR
il n
2G/2G 2G/1G 1G/1G 2G 1G
SRR B K 4R A AE A 35 12 (34.3%)* 17 (48.6%) * 6(17.1%)* 82.9%* 17.1%"*
FaEM OB 27 8(29.6%)* 10 (37%) * 9 (33.4%)* 66.7%* 33.3%"
1E X IR 31 6 (19.4%) 9 (29%) 16 (51.6%) 48. 4% 51. 6%

a: P< 0.05, SIEESTRALLE.
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AR AEFHE ST 16/16 FERH A (K 4,
Table 4)

*3. TEIEFEBGR BRI R

Table 3. The number of carotid atherosclerotic plaque in vari

ous notype
FERH JRIEA  SFHEMRAA AHER B8 B
2G/2G 10 5 2 0 3
2G/1G 1 29 4 2 1
1G/1G 0 1 21 5 0

& 4. TRIEER BB ULBELLER (x L)
Table 4. Comparison of caroid atherosclerotic plaque in various

genotype with high frequency ultrasound

FEHA N (mm)  BEHRARS BIYUESL  BERRAER
16/1G 0.73 10. 21 0.59F1.71  0.3230.90 20. 3%
16/2G 0. 89 0. 142 2.56*1.33*  1.03 £1.09* 40. 4%*
2G/2G 1.23 £0. 43 5.99 12,78 2,76 +2, 13 100%

a: P<0.05, 45 1G/1G ZEHEALLE:; b: P< 0.05, 5 16/26 R A LE .
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Z M5 H 0 O R R AL BE PRSI G R, M
R IR BRI E 7R T P& IR R. MMP &
L7 G TR 5 DR T B ) /N B Bl 3R 5 e 1 A s e A
SRR S EC0HUE LRI R 2 R A F R, 5
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