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[ MeSH]
[ ABSTRACT] Aim  To explore the effect of apolipoprotein E (Apo E) polymorphism on lipid and essential hypertension.

Apolipoprotein E;  Genes;  Polymorphism;  Lipids; Hypertension
Methods Polymerase chain reactiorr restricted fragments length polymorphism was used to determine the Apo E genotypes in 112
Results The & allele frequency and the Apo E &

carriers was significantly higher in the hypertensive patient group than that in the group of normotensive control ( P< 0.05). The

cases with essential hypertension and 118 controls without hypertension.

subjects carrying Apo E € had significantly higher levels of total cholesterol (TC) and low density lipoprotein cholesterol ( LDLC)
than those carrying Apo E € ( P< 0. 05) ; the Apo E €3/ €3 carriers had significantly higher LDLC levels than the Apo E €2 carriers
(P< 0.05).
E gene polymorphism affects plasma levels of lipids and lipoproteins.

The Apo E & was an independent risk factor for essential hypertension ( P< 0. 05) . Conclusions The Apo

The Apo E & may be an important risk factor for essential
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hypertension.
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®1. ShERESIRBERN—RIGKZER.

Table 1.  Characteristics of the studied population.
Control group Hypertensive

Indexes

(n= 118) group( n= 112)

Age (years) 57.4%10.0 59.9%12.2
Sex (male/female) 78/40 76/36
BMI( kg/m?) 22.17%3.04 22.78 +3.26
Hypertensive

4.2% 25.9%*
familial history( % )
Smoking( % ) 34.2% 39. 3%
Alcoholic( %) 17. 8% 22.3%

a: P< 0.001, compared with control group.
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Table 2. The distribution of apolipoprotein E genotype and gene frequencies in hypertensive patients and controls.
Genotype( cases, %) Gene frequency( % )
Groups

A e g/ €3/€e3 €/€e3 /e /e & €3 e
Hypertensive group(n= 112)  2(1.8)  20(17.9) 68(60.7) 18(16. 1) 0(0) 4(3.6) 12. 5 71.7 9.8
Control group( n= 118) 0(0) 8(6.8)  90(76.3) 15(12.7)  1(0.8) 4(3.4) 5.1 86.0 8.9
Total( n= 230) 2(0.9)  28(12.2) 158(68.7) 33(14.3)  1(0.4) 8(3.5) 8.7 82.0 9.3

a: X°= 7.959, P< 0.05, compared with control group.
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*3 ELERASHBEAHEEL EEFRRSHLE.
Table 3.
€3, e4/X) between hypertensive patients and controls ( cases,
%) .

Comparison of apolipoprotein E genotype ( €2/ X, €3/

Groups /X e3/e3 WX

Hypertensive group
(n= 108)

Control group
(n=114)

18(16.7) 68(63.0)°  22(20.4)"

16( 14. 0) 90(78. 9) 8(7.0)

a: X’= 6. 906, P= 0.009, compared with control group; b: xX?= 8. 461,

P= 0.004, compared with control group.
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E &4 ## &M TC MLDLC K TFEES THRIBEAE
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Table 4. Comparison of plasma levels of lipids and lipopro-

teins between apolipoprotein E genotypes (; Es).

Indexes S S R
(n=34) (n= 158) (n= 30)

TG(mmol/L) 1.33%0.71 1.46+0. 94 1.68 £1.20
TC(mmol/L) 3.99%1.03 4.34F1.02 4.63%1.04°
HDLC( mmol/L) 1.18 £0.36 1. 19 0. 35 1.26 %0. 33
LDLC( mmol/L) 2.234+0.77  2.57%0.82*  2.70%0. 81"
Apo A iv(g/L) 1.06 £0.23 1.17%0.31 1.17%0.24
Apo B(g/L) 0.94 £0. 34 1. 07 £0. 37 1.15%0.43
Lp(a) (mg/L) 225. 05 £288. 43 198. 08 £197. 63 182. 60 £122. 83

a: P< 0.05, compared with €/X genotype.
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Table 5. The logistic regression model of the major risk fac

tors for essential hypertension.

Risk factor B P OR 95% Cl
Age 0.045 0.002 1.046 1.017~ 1.076
Hypertensive

2.446  0.000 11.545  3.570~ 37.338
familial history
e/ X 1.081  0.025 2.948 1. 146~ 7. 587

B: regression coefficient; OR: odds ratio; CI: confidence interval; Hypertens-
ive familial history: yes= 1, no= 0; &/X: Apo E & carrier= 1, Apo E €2 car
rier or Apo E €3/€3 carrier= 0.
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