54 ISSN 1007-3949 Chin J Arterioscler, Vol 8, No 1

“lmARMZ [CEHES] 1007 3049(2000) — 01— 0054— 04

AR A E 5 2 S PE A K P 5200 A
5 e AR B Bk A ) 9% 2%

FPAE,  WER,  AHEE, O KIFE. PR
(LZMEREERS A, 0 730050, 2. % & EAXFMHEF—ERSHAR, R4 610041)

[ EREA) HEEOE AR, &M, &5 ARIERER, BRE

[ =] AT EREEOELARSABRT B R FOP AR BRI BREREN XA, RARSBERR
—TRFARBRELZEBRMTOSHACHREERIPEFTHRBERBEH &G ELARA#ATH54, BloFM 2 &g 2K
BEEBKF. ARBEERIRLTRIBATARKACREFTSAARIRS I AT AL I RTH., BRI TF,
SSPI AR ALE S X A0 PI AR EL R TAEN4A AR R A SEAAMEN G FXTELE(P<0.01),
HEEREAEY4EARAR ol SEERRAEZTEIHRETH(P<0.05 5 E33 A E2/3 AR LK E/4 4
HAZABRSHEEER KEEBEEORARAEEZOBRFABRKNOSELREAREAE K, S8 a
R, BOmA R4 AAAAZLEIEAR KEEREAREERAAREZRO BOERARKIKSELBEE 9 ZEBE
HERLAE., RRBEEESOELAR S AN Y nalRARAR A SLEARE5RCKRAMNE LT L A 551
HAEADNAECREARIRT BRI M E, N A FEARTREERIREEFLEALENERE.,
[FEZHES] R363.2 [ SCERFRIRAD] A

Effect of Apolipoprotein E Polymorphisms on Serum Lipids and Relation to Coronary

Stenosis
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ABSTRACT Aim To evaluate the effect of apolipoprotein E (‘apo E) polymorphism on serum lipids and the relationship
between apo E polymorphism and coronary stenosis. Methods The polymorphis site of apo E gene were studied using poly-
merase chain reaction— restriction fragment length polymorphism (PCR— RFLP) in 95 cases with coronary artery disease ( CAD)
and in 46 controls of equivalent age. The serum lipids and apolipoprotein B (apo B) levels were measured in the two groups.
Results  The frequencres of apo E3/4 genotype and apo E4 allele were significantly higher in 55 cases of CAD with multiple
vessel dissease (MVD) and in 40 cases of CAD with single vessel disease (SVD) than in 46 controls ( P< 0.01), while there
were significantly higher in the MVD groups than in the SVD groups ( P< 0.05). Apo E3/4 genotype had significantly higher
serum total cholesterol (TC), LDL- cholesterol (LDLC) and apo B levels and lower HDL- cholesterol (HDLC) level compared
to apo E3/3 and apo E2/3 genotypes in the patients and in the controls.  In the patients , apo E3/4 genotype had significantly
higher TC, LDLC and apo B levels and lower HDLC levels compared with in the controls . Conclusions It is concluded
that apoE polymorphism is involved in cholesterol metabolism , where apo E4 allele is associated with an increased risk of CAD.
In CAD cases , an increased frequency of apo E4 allele is associated with an increased severity of coronary stenosis.  Therefore it

is assumed that there is certain relation between apoE4 allale and severity of coronary stenosis.
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Table 1. Comparison of serum lipids levels between control

group and different vessels disease group ( x s )

Control group SVD group MVD group
Index
(n= 46) (n= 40) (n=55)

TC (mmol/T) 4.0710.83  4.41F0.8¢  5.7510.91*
TG (mmol/ L) 1. 41 %0.27 1.4430.23 1.47 20.29
HDLC (mmol/ L) 1.26 +0.21 1.0730.24>  1.0530.23"
LDLC (mmol/ L) 2.5310.57  3.0630.58*  4.41£0.622
Apo B (g/L) 0.61%0.30  0.8030.31°  0.84 10,312

a: P< 0.01, b: P< 0.05, compared with control group. ~ MVD group: mi-

tiple vessel disease group; SVD group: single vessel disease group
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Table 2. Comparison of apolipoprotein E genotypes and fre-
quencies of allele between defferent vessels disease group and

control group (n, %)

—— Control SVD MVD Total
(n=46)  (n=40) (n=55 (n= 141
E2/2 1(2.2) 1(2.5) 0(0) 2(1.4)
£2/3 4(8.7) 3(7.5) 3(5.49 M 10(7.1)
E2/4 1(2.2) 1(2.5) 2(3.6) 4(2.8)
E3/3 34(73.9)  27(67.7)  34(61.8)  95(67.4)
E3/4 6(13.0)  7(17.3)"  14(25.6)* 27(19.1)
E4/ 4 0(0) 1(2.5) 2(3.6) 3(2.1)
Alleles
e 3(7.6) 3(7.5) 3(4.5)" 9(6.4)
€ 40(84.8)  32(80.1)  42(77.3)  114(80.5)
& 3(7.6) 5(12.4)°  10(18.2)*  18(13.1)

a: P< 0.01, b: P< 0. 05, compared with control group; c: P< 0.01, d: P
< 0. 05, compared with SVD group

3. B S IR AT ) E A 8 Ak FEEER
Table 3.  comparison of different ApoE genotypes with serum lipids level in control group and CHD group (x *s)
i E2/2+ E2/3 E3/3 E3/4+ 4/ 4
naex CHD( n=17) Control( n= 5) CHD( n= 61) Control( n= 34) CHD( n= 24) Control( n= 6)
TC(mmol/ L) 5.05 10. 85* 3.97 %0. 81 5.20 *0. 82" 4. 18 %0. 80 5.95 £0. 86* 4.35%0. 83
TG(mmol/ L) 1. 87 £0. 80 1. 36 £0. 28 1.55%0. 84 1.16 0. 31 1.23 %0. 81 1.15%0.29
HDLC( mmol/ L) 1.26 *o0.31" 1. 33 £0. 30 1. 16 £0.29" 1.27 £0.29 1. 05 *0. 28" 1. 15 £0. 31
LDLC( mmol/L) 3.42 10. 38" 2.37%0.45 3.37%0. 36" 2.63%0. 44 4.28 0. 42¢ 2.97 £0. 46
Apo B(g/L) 0.71 £0. 20" 0.51=%0.19 0.8210. 19* 0.62 %0. 18 0. 88 £0. 20° 0. 69 £0. 21

a: P< 0.01, b: P< 0.05, compared with control group
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