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ABSTRACT Aim To investigate the relationship between apolipoprotein E (apo E) genotype and acute myocardial in-

farction (AMI) and the influence of apolipoprotein E phenotype on serum cholesterol metabolism. Methods  Polymor-

phism of apolipoprotein E gene were detected by polymerase chain-reaction fragmant length polymorphism (PCR-RFLP) in a
cross sectional study of 50 patients with AMI and 100 healthy subjects. The lipids of these subjects were measured with
enzyme’s methods. Results Comparied with control group. the distribution of apolipoprotein E €4 allele’s and
genotype’s frequencies in AMI group were increased (P<C0. 05), patients with €4 carrier had higher total cholesterol. Low-
density-lipoprotein (I.DL.)-cholesterol and apolipoprotein B concentrations than subjects with homozygous for €3(P<C0. 05).

Conclusion  Apolipoprotein E polymorphism is associated with AMI and affects the metabolism of serum cholesterol.
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Table 1. The fragment length of different apo E geno-
types
E2/2(bp) E3/3(bp) E4/4(bp)
91 91 72
83 61 61
61 18 18
35 35
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Comparison of apo E allele’s frequences between the patient and control group

Genopdes Allele
Groups
E3/3(%)  E3/4(%)  E2/4(%)  E2/3(%) 3(%) (%) e2(%)
Control 78(18.0%)  13(13.0%)  6(6.0%) 3(3.0%) 172(86.0%)  19(9.5%) 9(4.5%)
Patient 33(66.0%)" 14(28.0%)  1(2.0%) 2(4.0%) 82(82.0%)  15(15.0% )*  3(3.0%)
a; P<{0. 05, comparied with control group
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Table 3. Comparison of different apo E genotypes with plasma lipid level in control group (x=+s)
Genstones ” TC TG HDLC LDL APQAI APQB
ypes (mmol/1.) (mmol/1.) (mmol/1) (mmol/L) (g/L) (g/L)
E4/3 13 5.5240. 83" 1.63+0.69 1.04£0.15 3.67+1.03" 1.4840.19 1.01£0.18
E4/2 6 4.87+0.57 1.5840.74 1.1340.18 3.924+1.10 1.3740.08 0.9640. 10
E3/3 78 5.15+0.90 1.8240.99 1.094+0. 29 3.3940.98 1.4540.19 1.05+0. 28
E2/3 3 4.6440.51 2.214+1.03 0.9240. 26 2.5440.96 1.5140.12 0.9140.12

a: P>0.05, compared with E3/3 carrier group
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Table 4. Comparison of different apo E genotypes with plasma lipid level in patient group (x+s)
Genotypes ” TC TG HDLC LDL APOAI APOB
ypes (mmol/L) (mmol /L) (mmol/L) (mmol/L) (g/L) (g/L)
E4/3 13 5.2441.23" 1. 66+0. 64 0.95+0. 27 3.51+1. 28 1.1140. 22 1.18+0. 29
E3/3 33 4.5340.95 1.4240.55 1.0240. 21 2.9340.83 1.1640. 20 95+0. 22
E2/3 2 4.77+1.5 2.0240. 87 1.0140.06 3.754+1.53 1.58+0.07 1.1740. 36
a: P<C0.05, b: P<C0.01, compared with E3/3 carrier group
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