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ABSTRACT Aim  To study the relationship between apolipoprotein E  &po E) genotic polymorphisms, serum lipid and the incidence of

Methods Apo E genotypes of 97 controllers and 47 myocardial infarction patients were genotyped
Results

myocardial infarction in the old people.
by polymerase chain reaction-restriction fragment length polymorphism and their serum lipid were measured at the same time.
The most frequency genotype was E3/3 and the next was E3/4 in the two groups. The estimated apo E allele frequencies in the sample of con-
trol group were 0.0309, 0.8918 and 0.0773 for the €2, €3 and €4 alleles, respectively. The estimated frequencies of the €2, €3 and €4 alleles
in the sample of myocardial infarction group were 0.0306, 0.8163 and 0.1531, respectively. The frequency of &4 allele carriers in the myocar-
dial infarction group was bigger than in the control group. The frequency of E3/4 genotype of myocardial infarction group was also higher than
the control group ® < 0.05). Compared to apo E genotype E3/3, a risk associated with genotype E3/4 increased in the myocardial infarction
group. The OR of genotype was 5.52 with 95% CI 1.02~29.80 ® <0.05) after adjusted by sex, age, and lipid pool. Conclusion

Apo E genotype E3/4 was the independent risk factor for myocardial infarction in Shanghai. The genetic effect on the occurrence of myocardial

infarction was more directly in women than in men.
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I f@polipoprotein A I, apo A [ ) M EHEE H B
fpolipoprotein B, apo B) Ml i€ & 77 ¥J ¥ Boehringer
mannheim /=i . JEEEE @) lipoprotein @)s Lp @)]
B B G 2 1R R R B B
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0.05). FTAEZ B MERIKI 5 mL, H A 2.7 mL
H1 109 mmol/L MIMZEREN 0.3 mL L, 5 4h 2.3 mL
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Table 1. Comparison of serum lipid levels between control

sroup and mvocardial infarction group & + s)

Index Control group MI group

TC fnmol /L) 4.55+0.73 4.87+1.21*
TG famol/L) 1.51+1.17 1.93+1.99
HDLC  fomol /L) 1.07+0.25 0.96 +0.22°
LDLC famol/L) 2.78+0.74 3.15+1.20°
apo Al g/L) 1.48+0.16 1.18+0.21°
apo B &/1.) 0.91+0.20 1.01 +£0.26"
Log Ip @] fmg/1) 0.75+5.7 1.24+0.55°

a: P<0.05; b: P>0.055 c: P <0.01l> compared with control group
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Table 2. Comparison of apolipoprotein E genotypes and frequencies of allele between control group and MI group %, %)
r Genolypes Alleles
S " £2/3 E2/4 E3/4 2 3 e4
Control
male 52 2 8.85) 36.77) 41 98.85) 6 11.53) 5 4.8 90 86.54) 9 8.65)
female 45 12.22) 0 0.00) 38 84.45) 6 (3.33) 141D 83 92.22) 6 6.67)
MI
male 34 2 §.88) 12.94) 25 93.53) 6 (1.65) 3 4.41) 58 85.30) 7 10.29)
female 15 0 0.00) 0 0.00) 7 46.67) 8 §3.33) 0 0.00) 22 ¢3.33) 8 26.67)
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Table 3. Logistic regression in myocardial infarction group
Parameter Standard
Index ] P OR
estimale error

apo E genotypes

E2/3 0.4982 0.9366 0.59%47 1.6458

E2/4 —-0.1949 1.1736 0.8681 0.8229

E3/4 1.0579 0.4457 0.0176 2.8803

sex» age and apo E genotypes

E2/3 0.2232 0.9667 0.8174 1.25

E2/4 -0.5038 1.1886 0.6717 0.6042

E3/4 1.2187 0.4662 0.0089 3.3828

Sex -0.6940 0.4115 0.0917 0.4996

Age 0.0177 0.0132 0.1808 1.0179

sex> ages serum lipids and apo E genotypes

E2/3 2.4241 1.4457 0.0936 11.2921

E2/4 -11.278 414.7 0.9783 0.0000

E3/4 1.7083 0.8602 0.0470 5.5196

Sex 0.1083 0.7173 0.8800 1.1144

Age 0.0272 0.0234 0.2445 1.0276

TC —-2.7440 5.9535 0.6449 0.0643

TG 2.3420 2.7430 0.3932 10.402

HDLC 7.1712 6.2086 0.2481 1301 .41

LDLC 4.0182 6.0164 0.5042 55.6009

Apo A | -16.1901 2.9966 0.0001 0.0000

Apo B -0.6193 1.6760 0.7117 0.5383

Ip &) 0.0349 0.0139 0.0120 1.0355
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