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ABSTRACT

tients with myocardial infarction and 131 normals were enrolled and blood samples were collected.

polymerase chain reaction (PCR) .

centage of whole volume, hemozygote of apo E3 was moderate, and homozygote E4/ 4 was lowest.

significantly high in patients with myocardial infarction compared with controls ( P< 0.01) .

myocardial infarction was earlier in the carriers of E4.

infaction.
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Polymerase Chain Reaction:

Aim  To study the relation between apolipoprotein E polymorphism and myocardial infarction.

Conclusions

Polvmorphism:  Atherosclerosis: ~ Genotype: Al

Methods 110 pa-

Their apoE genotyping were performed by

Results  Both in cases and controls, the allelic frequency of E3/3 was highest, reaching 70. 1 per

The frequencies of E3/4 and E4/4 was
It was found primarily that the age of first acute

apo E4 is an important genetic mark of the patients with myocardial

The age of first acute myocardial infarction was earlier in the carriers of E4.
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Table 1.  Distribution of apo E genotypes ( case, %)
Groups E2/3 E3/3 E3/4 E4/4
Control  16(12.2) 98(74. 8) 14(10.7) 3(2.3)

MI 10(9. 1) 71(64.5  21(19.1)° 8(7.3)°
Total  26(10.8)  169(70.1)  35(14.5) 11(4. 6)

a: P< 0.01, compared with control group
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Table 2.
in 110 patients tw *s)

Relationship between genotypes and age of MI onset

Genotypes n Age
E3/3 71 67.4%5.6
E2/3 10 69.3%2.5
E3/4 21 61.213.4
E4/ 4 8 52.612.6

2.3 EPEEB E EEM Hba | B5RE

FERHMT R, &5 B W 5 #%, E2/2 L 91 bp
F183 bp F I, E4/4 HI B 72 bp A1 48 bp Fi I, E3/3
HIIE 91 bp #1 48 bp i1, E2/3 H 3K 91 bp.83 bp Al
48 bp FiI¥r, E3/4 13 91 bp.72 bp A1 48 bp F i,
E2/4 113 91 bp.83 bp-72 bp 1 48 bp H I, #HE A
TR FBE AN [ T o DA

E274° E374° E273

E4/4

Marker bp

E3/3 E2/2

1. #HAEES EZER Hba | BEREEIE

Figure 1.

Hba I enzymolysis of apo E
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