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[ ABSTRACT]

Plasminogen Activator Inhibitor1;
Stable Coronary Heart Disease

morphism played a pathogenetic role in acute coronary syndrome (ACS).

Acute Coronary Syndrome;

Gene Polymorphism;  Polyacrylamidedel

Aim To ivestigate whether the plasma plasminogen activator inhibitorr 1 ( PAF1) activity and gene poly-

Methods 106 patients suffering from acute coro-

nary syndrome (ACS) and 98 subjects, who were suffering from stable coronary heart disease (SCHD), and 60 normal controls

were recruited.

tivity assayed by enzyme linked immunosorbent assay.

The 4G/ 5G allele polymorphism were genotyped by using polymerase chain reaction technique, while plasma ac-
Results The plasma PAF 1 activity level in the ACS group (18.0 %

2.9 kAU/L) was significantly higher than that in the SCHD group ( 16. 8 £2.7 kAU/L) and in the control group ( 16.2 £2.8

kAU/L; P< 0.01 or P< 0.005).

The frequency of 4G/ 4G allele homozygous in the ACS group (49. 1%) was significantly
higher than that in the SCHD group (28.6% ) and in the control group (26.7%; P< 0.05).
was statistically higher in 4G allele homozygous than those in 4G/ 5G heterozygous and 5G homozygous ( P< 0.05) .
sions There may be a link between the plasma PAF1 activity and it’ s 4G/ 5G genotype.

The plasma PAF 1 activity level
Conclur
Elevated plasma PAF1 activity and

essentially 4G allele homozygous genotype might be the major risk factors of ACS.
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& 1. BEBAABERBFDNGF 1B
Table 1. PAF 1 activities of different groups

G H 1511 %4 PAF1 JE 1 (KAU/L)
X HEAL 60 16.212.8
SR KSR AL A 106 18.0%2. 9%
T8 5 0 9 4L 98 16.812.7

a: P< 0.01, 5RERELWALLE: b: P< 0.005, 5x%F ALK,
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AR BB 4R B AE AL 4G/ 4G Jk R AL 47 26 W
B TR A E R A AL P< 0.05) . WLE
2(Table 2)
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Table 2. Comparison of frequency of genotype of PAF 1 gene in
different groups

a5 @ 4G/ 4G 4G/ 5G 5G/5G

of HE 4
SR AKE A 52 (49.1%)® 42 (39.6%) 12 (11.3%)

o 8 e 09 4L

16 (26.7%) 26 (43.3%) 18 (30.0%)

28 (28.6%) 48 (49.0%) 22 (22.4%)

a: P<0.05, 5fEfMama i, b: P< 0.05 S5xtBAIEE,
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% 3. TRIERFEE MR AREEBTDIEIF 1 FHELER
Table 3. Comparison of PAF1 activities in different genotype
groups

LR T %4 PAF1 35 (KAU/L)
X} BZH
4G/ 4G 16 17.7£2. 6%
4G/5G 28 15.9%2.6
5G/ 5G 16 15.5%2.5
AMERDIRB K A IR 4L
4G/ 4G 48 18.8 £3. 0%
4G/ 5G 46 17.6 2.8
5G/ 5G 12 16.9%2.5
T B el 0o 41
4G/ 4G 28 17.9£2. 7%
4G/ 5G 46 16.5+2.3
5G/5G 24 16.3%2.4

a: P< 0.05, 54G/5C ZEHEBLLE; b: P< 0.05, 5 5G/56C FEHA
L.
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