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ABSTRACT Aim To explore the relation between insulin resistance (IR) and deletion polymorphism of angiotensin con-
verting enzyme (ACE )gene in patients with old myocardial infarction. Methods The insulin resistance was calculated by
fast plasma insulin X fast plasma glucose +22.5; The deletion (D) /insertion(I) polymorphism of the ACE gene was deter-
mined by polymerase chain reaction in 55 patients with old myocardial infarction and in47 control subjects. Results The
insulin resistance level did not increase significantally in patients with old myocardial infarction. compared with control sub-
jects (P>>0.05); There were not significant difference of IR level among ACE DD.DI, I gene types in the old myocardial in-
farction group(P>0. 05 ). Conclusions The association of deletion polymorphism of ACE gene and IR with coronary
heart disease were not found. The relation between deletion polymorphism of ACE gene and IR was also not identified in pa-

tients with coronary heart disease.
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Figure. Genotypes of angiotensin-converting enzyme. M.

Marker ®X 174 Hinf I(Promega); A: genotype DD; B. genotype

DI; C. genotype 1.
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Table 1. Insulin resistance level and frequency of genotype and allele of ACE in two groups
Genotypes Allele
Groups n FPG (mmol/L.) FPI(mu/1.) IR
DD DI 11 D 1
Control 47 4.99+0. 83 10.1745.50 2: 374170 0. 83 0.13 0. 04 0. 83 0.17
OMI 55 5.3040. 81 11.5841.59 2: 731151 0. 80 s L5 0. 06 0. 87 0.13
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Table 2. Insulin resistance level among genotypes in old

myocardial infarction group

genotypes n  FPG(mmol/L) FPI(mu/L) 1R
DD 44 5.27+6.42 11.58%5.99 2.70%1.41
DI 8 5. 35+1.-33 8.70+1. 26 2.1440. 67
11 3 5.77+1..27 17.554+9.90 4.504+3.17
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