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[Abstract] Objective To study the genetic association of apolipoprotein (apo) E and apoCI gene
polymorphisms with coronary heart disease(CHD) in China. Methods apoE genotypes were identified by
multiplex amplification refractory mutation system{multi-ARMS) and the apoCI promoter polymorphisms
were detected by polymerase chain reaction-restriction fragment length polymorphism (PCR-RFLP) in 186
cases with CHD (age: 65.0% 10.5 years) and 350 controls (age:63.6+% 8.3 years). The haplotype
frequencies were estimated. Results The frequencies of apoE E4/3 genotype (26.9% ) and ¢4 (14.5%)
in CHD group were significantly higher than that in the control group (12.6% ,7.0% ), P<0.05. The
significant difference was also found for the apoClI locus and the CHD group showed higher rate of both for .
the H2 allele and genotypes, carrying this allele. Estimation of the haplotype frequencies indicated that the
association between the apoE-CI haplotype and CHD was significantly strong. The apoE-e4/apoCI-H2 was
estimated to be responsible for 9.86% of CHD. Conclusion When the subjects carring both e4 and H2
alleles, they would have higher risk of suffering from CHD than controls.
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TG %8 X, 4 Hardy-Weinberg 8 % F 4 & £
(apoE: Xf B 40 ¢* = 2.03, P> 0.05; W B 41 ¥’ =
6.44, P> 0.05; % il + %f i y° = 5.28, P> 0.05;
apoCl: %t B4y =0.96, P >0.05; B4y’ =0.33,
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an i E2/2 E2/3 E3/3 E2/4 E3/4 Ed4/4 €2 €3 e4
9% Bl 42 186 0(0.0) 25(13.4) 108(58.1) 2(1.1) 50(26.9) 1(0.5) 27(7.3) 291(78.2) 54(14.5)
bogobik 350 3(0.9).  43(12.3) 257(73.4) 1(0.3) 44(12.6) 2(0.6) 50(7.1) 601(85.9) 49(7.0)
pE* 0.2776 0.7021 0.0003 0.2359 <0.0001 0.4451 0.9446 0.0015 <0.0001

x BERA? =21.47,P=0.0007;E2/2+ E3/2 vs. E3/3 vs. E4/3+E4/4hy* =17.9335,P=0.0001; * » SfiHFEMy>=15.9861,P=
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P>0.05; % # + %t B y>=2.13, P>0.05), apoE
HE -BAMEHLIE L E3/3 HHEE N F ,E2/3,
E3/4 HERIWAE 10% L E, apoCl FEH : LLaifF
HU/1EFH BB E W, 5 3 s B4 64.0% , X B4
79.7% ;R AZE THIEER, SO0 E
7~ ,apoE I apoCI B o7 s B & X & 43 76 75 9 451 1 %
RARZ R Y BRI F R L (P<0.05), ¥ apoE
R, e4 2003 B A E3/4 3 BRI 55 A 75 5 1
HBEBTXHEBA,OR HHHIR2.28(e4 vs. 3 %F
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¥ R
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