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ABSTRACT Objective: To investigate the relationship between the T-1131C variant of ApoA5 gene and ACS in Han population of
North China. Methods: A case-control study was conducted in 675 patients with ACS and 660 control who had normal coronary
angiograms. Polymorphic genotypes were determined by polymerase chain reaction (PCR) and restriction fragment length polymorphism,
sequencing analysis. Results: The genotype frequencies in ApoAS T-1131C polymorphism conformed well to the Hardy-Weinberg equili-
brium in both case and control group. The genotype frequencies of GG, GT and TT of ApoAS5 T-1131C polymorphism were 41.1 %, 48.6
% and 10.4 % in the controls, while they were 35.4 %, 48.1 % and 16.4 % in ACS patients respectively. A significantly higher frequency
of CC genotype was observed in ACS patients than that in the controls (P=0.002), The relative risk of ACS in patients carrying C allele
was 1.28 (P=0.002, 95% CI=1.09-1.57). Logistic regression analysis with adjustments for other risk factors revealed that the T-1131C
allele carriers significantly increased risk of ACS compared with the non-carriers. Conclusions: Genetic variations in the ApoAS5 gene
promoter may contribute to interindividual variability in risk of ACS. The C allele may play an important role in the occurrence of ACS
and help to predict susceptible individuals.
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Table 1 Baseline Demographic and Clinical Characteristics of the Study Cohort
Control group Case group P
n 636 675
Age 55.8+10.4 56.4+9.9 0.134
Gender(Female/Male) 354/282 372/303 0.84
BMI(kg/m?) 24.6+3.2 25.7+3.1 <0.001*
Diabete(%) 67 (10.5) 144(21.3) <0.001*
Hypertension(%) 287(45.1) 353(52.3) 0.009*
Smoke(%) 200 (31.4) 299 (44.3) <0.001*
Total cholesterol(mmol/l) 2.03+1.01 2.29+1.17 0.001*
Triglyeride (mmol/l) 4.36+1.16 4.53+1.11 0.006*
Lipoprotein cholesterol(mmol/l) 2.33+0.44 2.38+0.57 0.083
High density
1.21+0.20 1.28+0.23 0.001*
Lipoprotein-cholesterol(mmol/l)
Note : * P<<0.05 Case group compared with control group
Apo AS T-1131C ACS TG GG ACS 2
Hardy —Weinberg o ApoAS T-1131C CC C
(P>0.05) ApoAS T-1131C TT ACS (P=0.002)
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Table 2 The genotype and allele frequency of ApoAS gene T-1131C in ACS group and control group

ApoAS T-1131C Case group Control group P OR(95% CI)
675 636
T/T, no. (%) 239(35.4) 261(41.1) 0.002
T/C, no. (%) 325(48.1) 309(48.6)
C/C, no. (%) 111(16.4) 66(10.4)
C allele 547(40.5) 441(34.7) 0.002 1.28(1.09-1.50)
T allele 803(59.5) 831(65.3)
ACS
3
ACS
40 ApoAS5 ACS
Apo A5 R
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