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[ ABSTRACT] Aim To study the association between angiotensin converting enzyme ( ACE) gene polymorphism and ACE

activity, angiotensir (©) (Ang in coronary artery disease patients.
level in 76 patients with coronary artery disease and 68 healthy subjects were measured.

and plasma Ang (©)level was analyzed by linear regression.
similar in coronary artery disease and control groups.

in the two groups.

types ( heterozygotes) and Il genotypes (thomozygotes for the insertion) .

types in the two groups.

ACE gene insertion/ deletion polymorphism is the important factor that influenced the serum ACE activity.

fluence on plasma Ang (©) level.

No correlation was found between serum ACE activity and plasma Ang @ level.

There is no relationship between the serum ACE activity and plasma Ang (T level.

Methods The serum ACE activity and plasma Ang )
The relation between serum ACE activity

Results The serum ACE activity and plasma Ang (©) level were
But the serum ACE activity in different genotypes was significantly different
The serum ACE activity in DD genotype ( homozygotes for the deletion) was markedly higher than in ID geno-

The plasma Ang @) level was similar in different geno-
Conclusion The

However it has no in-

The find-

ings suggest the mechanism that ACE insertion/ deletion polymorphism contribute to the generation or development of coronary artery

disease is not completed by increasing plasma Ang (2 level.
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Table 1. Comparison of serum angiotensin converting enzyme

and plasma angiotensim (©) in coronary artery disease and com

trols
I B 5k R AL MEZKE®
4 4@ n
(/L) (ng/L)
09 41 76 27.28 3. 68 80. 39 +38. 79
Xl B2 68 25.87 £5.38 75. 42 £28. 56
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Table 2. Comparison of serum angiotensin converting enzyme in different genotypes in coronary artery disease and controls

P BORAI AL T rE AL T

n x Es (u/L) n x ts (yl) n x s (yL)
0o 4L 33 32.4%4, 2% 22 27.3%3.4° 21 22.516.2
Xf BZH 18 33.315.5% 22 25.3%4.9¢ 28 22.1%5.0

a: P<0.05, 584 FHE; b: P< 0.0, 5IABILS FLE; o P<0.05 SHARLETILE.
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Table 3. Comparison of plasma angiotensinr (£)in different genotypes in coronary artery disease and controls

R A1 TET WA G T
7 A — - —
n x ts (ng/L) n x Es (ng/L) n x Es (ng/L)
&9 4 33 79.3128.1 2 82.0%47.5 21 72.2143.8
X HE A 18 77.7%24.0 2 75.01%31. 4 28 69.8%2.6
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