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Control subjects  Patients with OR P
myocardial infarction
(n=428) (n=429) (95% CI)
-588C/T, -23G/T
GCLM/TT-TT 2/428 (0.5%) 16/429 (3.7%)
GCLM/CT-GT ~ 80/428 (18.7%)  119/429 (27.8%)

GCLM/CC-GG  346/428 (80.8%) 294/429 (68.5%) -
-588T allel C allele - - 1.96 (1.41-2.65) <0.001
-588TT and CT vs CC - - 1.94 (1.47-2.61) <0.001
-588TT vs CT and CC - - 8.25 (1.89-36.11)<0.001
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Variables beta SEM P OR (95% CI)

-588T polymorphism 0.68 0.18 <0.001 1.98 (1.38-2.83)
Sex (men) 1.06 0.19 <0.001 2.89 (1.99-4.22)
Age (>70 y.0.) 0.77 0.17 <0.001 2.15 (1.55-3.00)
Hypercholesterolemia 0.74 0.18 <0.001 2.09 (1.48-2.96)
Diabetes mellitus 0.63 0.18 <0.001 1.88 (1.32-2.68)
Hypertention 0.51 0.16 0.002 1.66 (1.21-2.28)
Cigarette smoking 0.31 0.18 0.088 1.37 (0.96-1.96)
Body mass index 0.04 0.19 0.832 1.04 (0.72-1.51)
Constant -1.95 0.22 <0.001 -

-588T polymorphism; -588TT and -588CT combined
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Oxidative stress
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