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ABSTRACT
Aim To study the association between insertion/
deletion polymorphism of angiotensin converting en-
zyme gene and coronary artery disease,

Methods The insertion/deletion of a 287 base pairs
segment in 16 intron of angiotensin converting enzyme
gene in 79 coronary artery disease patients and 68
healthy subjects was detected by polvmerase chain re-
action. The subjects were divided into three groups:
homozygotes for the deletion. homozygotes for the in-
sertion and heterozvgotes., according to its presence
orabsence. The serum angiotensin converting enzyme
activity was also detected.

Results The deletion genotype frequency in coro-
nary artery disease group was marked higher than in
controls (P<C0. 05).

was also greater than that in controls (P<C0. 05).

The frequency of deletion allele

The serum angiotensin converting enzvme activity be-
tween coronary artery disease patients and controls
was similar.  But it was significantly different among
different genotypes in two groups. The deletion

genotype had the highest. insertion genotype had the
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lowest.
Conclusion The insertion/deletion polymorphism
of angiotensin converting enzyme gene is associated
with coronary artery disease, and the deletion geno-
type perhaps is a risk factor for coronary artery dis-
eaes. The elevated serum angiotensin converting en-
zvme level may contribute to the generation of coro-
nary artery disease in patients who have deletion geno-
type.
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Figure 1. PPCK products Trom amplilication of the
polymorphic region in intron 16 of the ACE gene. M.
malceular weight makers, DD homozygotes for the deletion.
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Table 1. Genetype distribution and relative allele frequencies in coronary artery disease patients and controls.
ACE genotype Allele
Groups n
1 1D DD 1 D
Control 68 28(0.41) 22(0.32) 18(0. 26) 78(0.57) 58(0.43)
CAD 79 22(0.28) 23(0.29) 34(0.43)* 67(0.42) 91(0.58)*

a: P<0. 05, compared with control group.

gotes.

Table 2.
infarction patients.

DD homozygotes for the deletion. 11: homozygotes for the insertion, 1D heterozy-

Genotype distribution and relative allele frequencies in unstable angina pectoris patients and myocardial

ACE genotype Allele
Groups n
11 ID DD 1 D
UA 13 11¢0. 26) 12¢0. 28) 20(0. 46) 34(0. 40) 52(0. 60)
MI 36 1100, 305) 11¢0. 303) 14€0. 39 33(0. 46) 390.54)

DD . homozygotes for the deletion. TT: homozygotes for the inscrion. 1D; heterozygotes.
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Figure 2.  The serum angiotensin converting enzyme

activity in different genotypes in two group.
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