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Relationship between Apolipoprotéin E Gene Polymorphism and Serum Lipids
in Guangzhou Residents Aged 40-65
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( Faculty of Nutrition, School of Public Health, SUN Yat-sen University, Guangzhou 5 10080, China )

Abstract: [Objective] To investigate the relationship between apolipoprotein E (ApoE) gene polymorphism and
serum lipids in Guangzhou residents (aged 40-65). [Method] The ApoFE gene polymorphism of 624 subjects was
determined by the method of amplification refractory mutation system polymerase chain reaction (ARMS-PCR). The

frequency distributions of ApoE gene and the relationship between ApoE gene polymorphism and serum lipids were

| also analyzed. [Result] Six genotypes were detected. E3/3 was the major genotype, accounting for 67.95%; followed
by E2/3 and E3/4, accounting for 14.74% and 13.62%, respectively; E2/4, F4/4, and E2/2 accounted for 1.76%,
1.12%, and 0.80%, respectively. And the frequency of alleles3 was the highest, accounting for 82.13%; €2 and &4
accounted for 9.05% and 8.81%, respectively. There was no significant difference in the distribution of ApoE
genotypes between men and women. Subjects with 2 had a significantly lower level of TC, LDL, ApoB, the ratio of
LDL : HDL than those with €3 and 84 (all P< 0.05), while the ratio of ApoAl : ApoB of &2 group was apparently
higher than &3 group and &4 group (P< 0.01). [Conclusion] Subjects with allele &2 had a better lipid profile with a
lower level of plasma TC, LDL, and ApoB.
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0.0905 &3 SFALEFIA K 0.8213 , o4 41 2 7 45

F1 ApoE ERBRENERLSH
Table 1 Genotype and allele distributions of ApoE gene

Genotype Allele frequency
E2/2 E2/3 E2/4 E3/3 E3/4 E4/4 Total &2 e3 e4
n 5 92 11 424 85 7 624
% 0.80 14.74 1.76 67.95 13.62 1.12 100 9.05 82.13 8.81
Genotype E2/2 Genotype E3/3 Genotype E4/4

bp M 1 2 3 4

Genotype E2/4

1 2 -3 -4 1.2 -3 4

e AAT 360 bp

Genotype E3/4 Genotype E2/3

AAT 360 bp

B 1 ApoE £ [ 235 s ¥ 5% BL B ik B
Fig.1 Amplication products of the six common ApoE genotypes on agarose gel
Lane M: 150 bp marker;lane 1~4: PCR reaction mixtures with forward primer P1, P2, P3, P4, respectively
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R R 0.0881, &y k&K B 5 A5 & Hardy-
Weinberg 15 1% -4 2 # (x*=1.273,P=0.938) , AL A
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X AHE S AR E L3 A JE B 2 4H /Y HDL,
TG, ApoA /KPR WE £ 5 (P > 0.05); 4%
3 [F %4 45 6] TC,LDL ., ApoB 7K 77 75 . % 2 & (P
<0.05,52), H E2/2 + E2/3 HEFBAHR TC,
LDL . ApoB /KE¥{ET E3/3 41F1 E3/4 + E4/4 41,
HERARITHE (P <0.05); BAH R LN
E3/3 4 E3/4+F4/4 41 &) TC LDL,ApoB 7K 77
TEZEFE(P>0.05), RN T o3 .64 FAIHER &2
7R A K TC.LDL, ApoB K 8K, 7
&N, %+ TC/HDL. LDL/HDL. TG/HDL.ApoAl/ApoB
450y I A8 7 B B TN AR AR HEAT AT R I, 62 S5
o 3L R #4535 1) LDL/HDL & T e3.64 SR
A (P=0.000,P=0.002) , ApoA1/ApoB N & 2%
F e384 FNFEEHE (P=0.000,P=0.002),

. %2 .-FF ApoE E E B A M A5 KB E QK FEHLE
Table 2 Serum lipids andllipoprotein levels among ApoE genotype groups (x + s, mmol/L)
E2/2 + E2/3 E3/3 E3/4 + E4/4 F P
TC 5.24 +0.97 5.56 + 1.04" 552+1.14 3.571 0.024
HDL 1.57 £ 0.32 1.63 £ 0.36 1.62 £ 0.38 1.117 0.328
LDL 3.29 +0.92 3.96 +1.10% 3.92+1.14?% 15.573 0.000
TG 2.50 £ 1.57 2.28 +1.40 2.44 + 145 0.849 0.428
ApoAl 1.55 £0.27 1.52 +0.29 1.49 £ 0.28 1.059 0.347
ApoB 1.08 + 0.26 1.26 £ 0.332 1.25+0.352 10.217 0.000
TC/HDL 3.42 +0.76 3.54 +0.91 3.50+0.72 0.835 0.434
LDL/HDL 2.13 £0.59 2.50 +0.832 247 +0.62% 13.761 0.000
TG/HDL 1.69 = 1.09 1.48 £0.99 1.57 £ 0.92 1.370 0.255
ApoAl/ApoB 1.58 £ 0.72 1.30 £ 0.53? 1.30 £ 0.55? 11.212 0.000

Compared with Group (E2/2 + E2/3), Bonferroni method, 1) P < 0.05, 2) P< 0.001
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