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The Relationship between Angiotensin (© Type 1 Receptor Gene Polymorphism and Ca-
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ABSTRACT Aim To investigate the relationships between polymorphism of candidate gene and carotid artery arteriosclerosis
i essential hypertension ( EH) patients, the frequencies of C1166 allele of angiotensin 1I type 1 receptor (AT R) gene was deter
mined in normotensives and hypertensives Methods Blood pressure (Bp), body mass index ( BMI), fasting serum glucose
(Glu), serum total cholesterol (TC) and triglyceride (TG) were measured in 86 normotensives and 120 hypertensives.  Intimal
— medial thickness (IMT) , diameter (D) and I/D of common carotid artery in 32 normotensives and 68 hypertensives were deter-
mined.  Genomic DNA was extracted from peripheral blood leukocytes by standard method.  Polymerase chain reaction ( PCR)
combined with restriction enzyme digestion was used to detect the polymorphism. Results The frequency of AC genotype
and C1166 allele of AT, R gene of EH patients were higher than that of control ( P< 0.01 and P< 0.05), EH subjects with AC
genotype had increased common carotid artery IMT and I/D than those with AA genotype ( P< 0.05 and P< 0.01). Comr
clusions A1166C polymorphism of AT|R gene were associated with EH in Chinese population. C1166 allele of AT;R gene

may play a role in arteriosclerosis of hypertension.
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(total cholesterol, TC) F2+H i = B ( triglyceride, TG) &
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B 32 I IE % AFu 68 B R ME i EE#.
Xl % E ACUSON ASPEN R ¥ & £ L 21 # = £ &
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1.4 ERERE 1

f 3 AT 2 AR BUSL B i & 48 B DNA, ¥
BHE B A B AT\R £ B 438 fr 8 3] 4 7 71
H:8411: 5 ATAATGTAAGCTCATCCACC 37; |4
2 : 5 GAGATTGCATTTCTGTCAGT 3’ (Bl 4y & & &
T/AEAR). PCR 4 3: PCR KA K R A7 30 UL, &
# DNA # 4% £7 100 ng, dNTP 200 Umol/L, £ T i 3|
#1420 pmol, 10 % buffer( 7~ 4 MgCl,) 3 M., MgCl, 2. 0
mmol/L, Taq DNA 48 1.2 #£11. & PE- 2400
FHMN(EEPE AF)BTY HRR.
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LY IR 116 B JiR % P & i % 25 A1 86 {5l
1EH N DNA #rAS. PCR 434724709 360 bp F B, £
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Figure 1. Genotypes of AT, R gene detected by Ddel diges

tion.
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(P< 0.05), W3 1(Table 1) »
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Table 1. Comparison of genotypes and allele frequencies of

AT; R gene between essential hypertensive group and control

group (n, %).
- Genotypes Alleles
Croups  n AC C A C
Control 86 81(94.2)  5(5.8) 0 167(97.1)  5(2.9)
EH 116 95(81.9) 21(18.1)® 0 211(90.9)  21(9. 1)®

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

2.3 FUEENRKIEXIERRELE

SxtRRA AR L, 7 I 4 30 A B ik IMT 5. 3 31
B, ERNAREZERR YD WEEEE &P B<
0.01), W3 2 (Table 2) .
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Table 2.  Comparison of common carotid arterial IMT, D and

I/D between essential hypertensive group and control group.

Groups n IMT (mm) D (mm) /D
Control 32 0.67 0. 11 6.93 0. 62 0. 08 0. 01
EH 68 0.93%10.26° 8.30%1.01°  0.11%0.03°

a: P< 0.01, compared with control group.

2.4 BSMIELEARRE AT, ZHEEFRBRFTEFIIKEX
FEFREEER

68 15l /& I & B 35 4T 30U B ko 7 R A, A
AC FEFBIAFAEN K IMT. YD HAE B3 m T AA 3
RAIZH(P< 0.05 F1 P< 0.01), AC 3 [X 7Y 20 3 5. 5
FKERENE S AA RN BRA LR B ZR(K3, Ta
ble 3) .
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Table 3. Common carotid arterial IMT, D and I/ D compari-

son between AT, R genotypes in EH group

Genotypes  n IMT (mm) D (mm) /D
AA 58 0.89 0. 21 8.39 1. 11 0.10 %0. 02
AC 10 1.13%0.13*  8.2330.95  0.14%0.02

a: P< 0.05, b: P< 0.01, compared with AA genotype
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2, (HHAE F AT REAS 4R s Je 1 ot 3 ik A A4 A
Ko ERERE Girerd 25 HF 7045 A, A4
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