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ABSTRACT Aim  To study the function of apolipoprotein E gene polymorphism on coronary heart disease (CHD) and to evaluate the
effect of apolipoprotein E gene polymorphism on plasma lipid levels. Methods By using polymerase chain reaction ( PCR) — restriction
fragment length polymorphism ( RFLP) , we determined apolipoprotein E genotype of 220 CHD patients and 180 healthy controls.  Other plas-
ma lipid levels are measured by routine way. Results 5 genotypes of apolipoprotein E , E3/3, E3/2, E4/3, E4/2 and E4/4 are de-
tected in our study.  There are statistically significant differences in apolipoprotein E4/3 and & frequencies between CHD patients and con-
trols (P< 0.01).  We also find statistically difference in apolipoprotein E3/3 frequencies between the two groups (P< 0.05).  CHD pa-
tients have significantly higher serum total cholesterol (TC) and low density lipoprotein cholesterol ( LDLC) than controls ( P< 0.01).
Among different apolipoprotein E genotypes of CHD patients, there are statistically difference in TC and LDLC levels. Conclusion
These results suggest that apolipoprotein E gene polymorphism is involved in the occurrence and the development of CHD and affects plasma
lipid levels. apolipoprotein E&4 might be an important genetic factor of CHD.
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W79, FIHEH59.1 £ 1.8 (41~ 78 %), B
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fi# 5 mino. 1% 37 Fig 4% % B L ik T 292 bp Fr R AL # 2
FHEYRE,
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= 51 bp

1. HBEEBEDNA FiE=YRERB R
Figure 1.
lipoprotein E.

DNA PCR product and genotype fragments of apo-
PCR products is abbreviated to Pp.

AR O E 5 R B R0 S5 47 25 R B 40 2% 4 A L
# 1 (Table 1, E2/2 F1 E4/4 ZHR G E D, £1T48
A ) « MFE 1 (Table 1) A L, 56009 41 E4/3
BRI AFN &4 S A B AR B B v T R4 (P < 0.
01), E3/3 AR NME T T4 (P< 0.05). @iT OR
SMTEMRE R E ERZ &S/ KA Z K
FHOGAE I, e S5 35 D] 15 56 003 03 A7 15 26 1) %
%. HOR (95% confidence interval, CI) = 1.91 (1.
43 £2.39, P< 0.01). € S FE KR AR T X I8
H, B_HERLTRITHIEFE(P= 0.07) .
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Table 1.  Comparison of frequency of apolipoprotein E genotypes and alleles between CHD and control group ( n, %)
Genotypes alleles
Groups n
E2/2 E3/3 E4/4 E3/2 E4/3 E4/2 e e e

Control 180  0(0) 126(70.0) 0(0) 25(13.9) 24(13.3) 5(2.8) 30(8.3)  301(83.6)  29(8.1)
CHD 20 0(0) 131(59.5% 3(1.4) 29(13.2) 55(25.0) 2(0.9) 31(7.00 346 (78.7) 63 (14.3Y)

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

2.2 HEEAEERZSMNIMAREMAEEREBKF
A

MF 2 (Table 2) 7 I, 760095 41/ TC A1 LDLC
A TR (P< 0.01), H 4% %% 301 g F1
EEAKFEAGITZER(P> 0.05) . KO

BE P EE R R oy H AT B o BT R B, E4/3 1 TC
A LDLC /K~F A1 E3/3 1 LDLC K F¥&E T E32 4
(P< 0.05) (38 3), A& W A5 F1 i & H 7K -F ¥
BaitZR(P> 0.05) .

F2. mORAFXEEAMEMEZEAKFLR
Table 2.  Comparison of serum lipid and lipoprotein levels between CHD group and control group (x %)
TC TG HDLC LDLC Apo Al Apo B
Groups n
(mmol/L) (mmol/L) (mmol/L) (mmol/L) (g/L) (g/L)
Control 180 5.15%1.31 1. 60 0. 24 1.9310.72 2.58 X1.00 1.05 0. 11 1.23 10. 46
CHD 220 5.98 0. 68" 1.72 %0.31 1. 84 %0.67 3.45%0.91° 1.10%0.13 1.19%0. 67

b: P< 0.01, compared with control group

#z3 RBUOFREBEESERBZEMAEMEZEAKELR
Table 3.  Comparison of serum lipid and lipoprotein levels between apolipoprotein E genotypes of patients with CHD (» *5)
Apo E TC TG HDLC LDLC Apo AT Apo B
genotype (mmol/L) (mmol/L) (mmol/L) (mmol/L) (¢/L) (¢/L)
E3/3 5.15%0. 68 1.39%0. 34 1.10 0. 28 3.19 0. 19* 1.09 0. 11 1.17 0. 09
E3/2 4.44%0.52 1.41 £0.21 1.12%0. 39 2.06%0.27 0.99 %0. 10 1.21%0.12
E4/3 5.39%0. 61* 1.46 0. 29 1.06 %0. 35 2.99 £0. 28* 1.14%0.13 1.16 0. 10

a: P< 0.05, compared with E3/2 group.
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E AN [A] 25 R Y R g od a4 A T o s A T 5 i e
OV AR o ASHIE 8 B3 et o5 ZEL P IE 0 R 2 22
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