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[ ABSTRACT] Aim To investigate the relationships between apolipoprotein E gene polymorphism and the occurrence of

coronary heart disease (CHD) . Methods The distributions of the Hha iv polymorphisms of the apolipoprotein E gene and
blood lipids levels were determined among 132 Chinese subjects in relation to circulating lipids and coronary angiography. Re
sults The control group had higher apolipoprotein E €2 frequencies than the CHD group ( P< 0. 001) and the apolipoprotein E
gene alleles were associated with the plasma levels of lipids and lipoproteins ( all P< 0.05). €2 was significantly correlated with
CHD ( P< 0.001).

culating levels of lipids and lipoproteins and individuals with apolipoprotein E €2 are likely to have a reduced risk of developing

Conclusion The results suggest that the apolipoprotein E gene polymorphism do have influence on cir

lImARMZ

CHD.
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ABHE KL ®E ARG, A TFRET- 70 CRIE
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DNA 244 bp B9 5 K3 fr R AT 8, § %5141 7 7|
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P1 # 5’ -ACAGAATTCGCCCCGGCCTGGTACAG-3’ , P2
# 5 -TTAGCITGGCACGGCTGTCCAAGGA-3’ .
1.3 EEBSH

HIEEEE £ F DNA PCR ¥ X B A # 4 2
A~ Hha ivEEYIfL &, €114 AL T 158 bp & 112 bp
A, B = 8% B T M T P U6 A WL K, R A L HE
#4430 min, 4% /& 7 B 4 Pharmacia Biotech /A & Imr
age Master ~ VSD T # AT W&, 3 BARIC A pGEM-T2f
(+), TR 6MAFEELD.

112 158
& 5 TGC TGC k)
NH, Cys Cys COOH
& 5 TGC CGC 3
NH, Cys Arg COOH
g 5 TGC TGC 3
NH, Arg Arg COOH

B 1. #HEEAEFNERF.83.¢4 RH Hha ivEGYMLS

1.4 [MASHN

1 REAS I 4% F LA WA 7 kAT T
1.5 ZitESH

FRE AT B SPPS1. 0 Seit 3tk 2 k. EEA
B4 2 AR #% Hardy- Weinbery %7 3 # £ &
AREARBERRENE EHARSFMEFAME 2
SR AR, T EXRA  REBREZFW
EZMAT, My ts &, UL P< 0.05 R T£HA
St ¥ & X Logistic BA( & AMAREITE) HEA
et o

F2 HESEAEFUEREME
Table 2. The genotype frequency of apolipoprotein E gene

2 # R
2.1 FilRE S BRLE B4k I AR 4

TEAEUS ) 5 S5 FT EL I, et 4 H il =R
( triglyceride, TG)  j= JH [ B (total cholesterol, TC) 1%
%5 P 6 2 I HHE] B ( low density lipoprotein cholesterol,
LDLC) B R 8RB B i 2 F () /KT 21 T X R
M, Tk o 2B B AL KT A T B AH (P
#J< 0.05), W3 1(Table 1) .

< 1. FLEELR M ARHFE
Table 1. The demographic information in CHD group and com
trol group (x *s)

& #r WHHRAL (n=43) WO (n= 89)
Hith = (mmol/T) 1.9110.6 32.26 0. 66°
SIERE EE (mmol/ L) 4. 85 0. 80 5.32£0.87*
HDLC (mmol/L) 0.99 *0. 17 1.03%0.21
LDLC (mmol/L) 3.08 0. 73 3. 52 £0. 76°
HARE T AL (g/L) 1.01 £0. 25 1.19 0. 23*
HAREG B (g/L) 0.86 *0. 11 1.00 £0. 17*
RO (a) (g/L) 0.24%0. 18 0.28 £0. 20"

a: P< 0.05, S5XTHR4IHLE.

2.2 HBEEHEERESIES

HRE S EEEEYIE e o6 M B, A
91 bp~83 bp.72 bp-48 bp-36 bp F1 35 bp, F=4E 6 Fdk
K&, A E2/ 2.E2/3.E2/ 4.E3/ 3. E3/ 4 F1 E4/ 4, 43 5
HEEM R &.6.& FTRE. HE 2(Table 2) AJ LA
EH, SX AL, R ABREA E S5
& MERYE MK (P< 0.001) .

4 A £2/2 E2/3 £2/ 4 E3/3 E3/4 E4/ 4 & & &
ot B2 7.0% (3) 18.6% (8)  9.3% (4) 46.5% (20) 18.6% (8) 0(0) 21. 0% 65. 1% 13. 9%
L0 4 3.4% (3) 6.7% (6) 3.4% (3)  60.7% (54) 24.8% (22) 1% (1) 8.5%* 76. 4% 15. 1%

a: P< 0.001, S5x5f@4HLE:.

2.3 #FHBEEA E ERF LM I AR K F B 5200

BIGE A E HE R 2 381X L % 18 bR K 73
FPEAEANFEE I, B E2/2 & B4/ 4, MK 1L TG,
TC.LDLC. #li 22 B B IR & H (a) /KFA MR IKIG &
fa i, T il HDLC. BUIR 8 A A1 7K-F A 4K Ik %
fRBIEH (K 3, Table 3) .

2.4 %[ Z Logistic BlY35r 4

B T LI C 2 WA 1O e O 16 B R 7 LA,
BIEEA E FA R e sk kW i 57 00 K
TRAHORIR, BOIREE H E SR LR €2 1l AN Bk 2k 7] fe
S b O F AL VE TR BT (RR = 4. 1695, 95% CI
N 1.28~ 7.86, P< 0.001) .
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*3. HEER EERZSMHMARKFER

Table 3. Blood lipid levels related to genotypes at apolipoprotein E gene (; )

EE R E2/2 (n= 6) E2/3 (n= 14) E2/4 (n= 1) E3/3 (n=71) E3/4 (n= 28) E4/4 (n= 6)
Hith =B (mmol/ L) 1. 86 0. 58 1. 88 0. 61 2.05 0. 63° 2. 1210. 66* 2.19 0. 72* 2.2010.77
JOPEE EE (mmol/ L) 4.62%0.78 4.90 0. 88 5.19 0. 98* 5.28 0. 84* 5.30 0. 92¢ 5.25%0.73
HDLC (mmol/ L) 1.10%0. 22 1.07 £0. 19 0.98 10. 23* 1. 01 £0. 20 0.9310. 19* 0.96 0. 67
LDLC (mmol/L) 3.02%0.78 3.2240.83 3.29 0. 88° 3.3610. 80* 3. 41 0. 93 3.39£0.79
HIEEA Al (¢/L) 1.10%0. 20 1.11£0.21 1.09 0. 19 0.95*0. 19* 0. 97 0. 24° 1.02 £0. 70
HAEEA B (/L) 0.89%0. 15 0.96 0. 20 0. 98 0. 20 1.09 0. 21 1.25 %0. 25° 1.11 £0.76
HBEHA (a) (g/L) 0.24%0.19 0.27 %0. 18 0. 29 %0. 20 0.25%0.21* 0.29 0. 19° 0.29 £0. 09

a: P< 0.05, 5 F2/2 BEEEILLE .

x4 ZEE Logistic [EYA43 47
Table 4. The Logistic analysis of maximum likelihood estimates

in population into the study

& R ;;ﬁ PRt #ﬁﬁ i

it (Wald) (RR)
P51 1.5612 0.7711 3.9888 0.0312 3.6512
ER (> 45 %) 1.8732  0.5266 4.6512 0.0127 2.8732
R A sk 0.9287 0.5112 2.7855 0.0635 2.5452
= I 0.9102 0.6219 1.9187 0.0987 2.8677
PR 1.8833 0.9756 3.0789 0.0542 3.1988
58 Lo P8 K IR B 0.1922 0.7988 2.0452 0.0991 2.0232
A I ] 0.1645 0.5281 0.9656 0.0865 1.0955
HDLC -1.4312 0.4622 0.0152 0.0993 0.9121
LDLC 1.2871 0.5977 3.9828 0.0564 3. 6645
€ #k 1.2598 0.6018 4.9088 0.0023 4. 1695
3 it

v R ] o e ) e T /KT AT 25 1 S 2 (1 FE
] E A2 2 kA A il A 1) 3 s B BT, 1R SR B A
J9 L A 5 R A, A A R 2% i B 1 7 = B R4,
BXT JH [ R A T A R M AR FH, X 30k ok A A
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PRI — P LS B B A RO AR, F E AR T ILE M
B HRAR AR T R A =% e W
—HDL Rk b, & 2 AR 3 B B A2 2R
To e £ JH ] e SORL B — sz AR Ak . BUIRE A E
HERMT N9 SHEMAE, B 3597 ML ERA
B, 5H AN ETEIANAE T, BEEHE 7Y
AR 3 AN IR €263 ¢4 Fifd, AFET A 6 Fib
F A ALHE E2/2.E2/3.E2/4.E3/3.E3/4 Al E4/4.
LR, BURE A E HE K28 F 0] B 8 82 el 1 g 7K
S B AR R — S 45 R RaE! .

AW TS 89 91 b AR Bl ik itk 5 BA 1 12 Wt Ay e o0
T DU 825 B LG 2 B S5 8UIR B B KPR 4L
BEATXTEEMER, X EEE S E 2K 112 bp A& 158
bp 7 45 Hha ivigY) 2 &MESEHT 08T, 45 B AFA 18R
BT e 095 R AL 7 T ) — 8o AR 2 T T
58, Hxlme " pgs /—8, w5 ik E g g
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LDLC # ARG E A B Tt /K7 B #5221
LDLC 7K°F, T 2 5 25 (1 B ThRE /K 7 352 ) H it 44
—HEEE E MRS m. Wikl LUE
H, B EA E R 2 AT PO 20 LDLC
AKE K EBAREE B B I IhRE R A 1T 5 e 0 98 1) R AR
RIBAFAEE M E L LN AZECR, —Fhol gemt &
BIEEAE BFEFBASH AN THIFEED E &
KRR AR R A E 0 Th B AT 2 S5038 A4 5 AL 4
R R S I Y . IR A E R 112
bp 5 158 bp 137 £ Bk 5 25048 75 A% SC Rt A 19 A L
BEABEFZE LDLC &R EA B KFHF =%
e, #lEE E E R E S WSR2 g S E A
E 43 F 2548« 1) L R i 5 2 Wbl 2R S S Th e
RAS BT ) A2 e L AR B B E 5 LDLC /K-F
Fohgel > o SR EMOFRERE T ENRS S5
TEE R 2 Bk 38 AR R O IR PO T RS R FE
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