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[ ABSTRACT ] Aim  To study the incidence of the insertion/deletion (1/D) polymorphism of angiotensin converting
enzyme ( ACE) gene in She population and investigate the association between polymorphism of ACE gene and carotid inti-
ma-media thickness (IMT). Methods The polymorphism of ACE gene was genotyed by polymerase chain reaction
(PCR) in 200 She population and 224 Han population.  The sample was characterized for relevant clinical and
biochemical parameters. Carotid IMT was measured by quality intima-media thickness (QIMT). Association of genotype
and allele frequencies with carotid IMT were analyzed. Results The frequency of ACE gene polymorphism was consist-
ent with Hardy-Weinberg law. ACE II genotype frequency and carotid IMT in She population were 0.365 and 510+113
pm, ID genotype frequency and carotid IMT in She population were 0.465 and 544+129 pm, DD genotype frequency and
carotid IMT in She population were 0.17 and 584+181 wm. ACE II genotype frequency and carotid IMT in Han population
were 0.540 and 528+139 wm, ID genotype frequency and carotid IMT in Han population were 0.371 and 554+182 pm, DD
genotype frequency and carotid IMT in Han population were 0.089 and 591+218 pwm. The frequency of ACE gene poly-
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morphism had significant difference between the two races.

There were variabilities in the three genotypes of carotid IMT.

Conclusion The polymorphism of ACE gene had ethnic differences, and the thickening of carotid IMT was significantly

relevant to the three genotypes of ACE.
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Table 1. Genotype and allele frequencies of ACE in Han and She populations( Case)

i FE A Y S B
Rk
1l D DD I D
£ 73(0.365) 93(0.465) 34(0.170) 239(0.598) 161(0.402)
B 121(0.540) 83(0.371) 20(0.089) 325(0.725) 123(0.275)
P 0.0006 <0.01
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Table 2. Carotid IMT and other biochemical indicators of different genotypes

& (n=200)

DU (n=224)

8

II(n=73) ID(n=93) DD(n=34) I(n=121) ID(n=83) DD(n=20)
BMI(kg/m?) 23.9+3.4 22.4+3.6 24.2+2.6 22.5+2.8 23.7+3.2 23.5+3.4
TC( mmol/L) 5.47+0.33 5.09+0.16 5.28+0.24 5.11%1.17 4.97+0.89 5.30+1.03
TG ( mmol/L) 1.35+0.23 1.86+0.21 1.78+0.31 1.59+0.82 1.62+0.68 1.76+1.19
HDLC ( mmol/L) 1.56+0.38 1.55+0.51 1.56+0.34 1.50+0.17 1.54+0.29 1.56+0.31
LDLC ( mmol/L) 3.23+0.26 2.79+0.11 2.80+0.12 2.90+0.37 3.17+0.79 3.18+0.29
1.4 ( mmol/L) 5.77+0.30 5.43+0.17 5.56+0.18 5.82+0.70 5.45+0.18 5.71+0.36
SBP ( mmHg) 109.+10.0 113.8+12.3 117.4x11.2 119.5+7.9 116.5£10.7 124.3£12.6
DBP ( mmHg) 82.6+8.3 84.4+7.5 85.3+6.9 87.2+10.1 85.4+13.3 81.7+10.5
K IMT ( um) 510+113 544+129° 584+181° 528+139 554+182 591+218"
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