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Abstract:  Objective To explore the relationship between insertion/deletion polymorphism of
angiotensin | converting enzyme gene and plasma PAI-1 activity. Method Ninety-three patients with
myocardial infarction (MI) and eighty-seven healthy controls were tested. ACE fragment of genomic
DNA was amplified using the polymerase chain reaction (PCR). Plasma levels of PAI-1 activity was
determined by spectrophotometric assay. Result (1) The frequencies of DD genotype and D alleles
(32.3% and 54.3% ) of ACE in MI group were significantly higher than those of control group
(12. 6% and 37.4% ) (P <0.01, respectively). (2) The plasma PAI-1 activity (0. 85 AU/mlL +
0. 19AU/mL) in MI group was significantly higher than that in control group (P <0.01). (3) In MI
group, the plasma PAI-1 activity showed a significantly higher level in subjects with DD genotype than
those with ID and II (0. 71 AU/mL £0. 17AU/mL) genotypes ( P < 0.01, respectively). And the
plasma PAI-1 activity was significantly higher in subjects with ID genotype than those with II
genotype (P < 0.05). In control group, the plasma PAI-1 activity also showed a significantly higher
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level in subjects with DD genotype than subjects with II genotype ( P < 0.05). Although it was also

higher in subjects with DD genotype than that with ID genotype, and in subjects with 1D genotype

higher than that with II genotype, but without statistical significance ( P > 0.05). Conclusion (1)

The ID polymorphism of ACE gene is associated with the increased risk for myocardial infarction. (2)

The genetic variation of ACE contributes to the balance of plasma PAI-1 activity. This may be one of

the pathogenesis mechanisms linking to the ACE ID genotype and MIL.
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Table 1 ACE genotype frequencies and allele frequency in

two groups % (n)

Genotype Allele frequency
DD ID ID D I

Control 93 12.6(11) 49.4(43) 37.9(33) 37.4 62.6

MI 87 32.3"(30) 44.1(41) 23.6(22) 54.3 " 45.7
Compared with control group, x*=10.86 P <0.01

n

2.2 ACE
PAI-1
PAI-1 0.85+0.19 AU/mL
0.66£0.20 AU/mL t=6.404,
P < 0.01
2 DD
2 ACE PAI-1

Table 2 Mean plasma PAI-1 levels according to ACE genotype
(x+s)(AU/mL)

in two groups

DD ID I
Control  0.78+0.20"  0.67 +0.19 0.59+0.17
MI 0.96+0.16% 0.82+0.18* 0.71+0.17

1) Compared with Il genotype, P < 0.05; 2)compared with 1D
or Il genotype, P <0.01, respectively; 3)compared with Il genotype,
P <0.05
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