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[ABSTRACT] Aim To investigate the relationships between essential hypertension, hypertensive left ventricular remodeling,
serum total cholesterol and the polymorphism of angiotensin Etype 1 receptor (AT 1R) gene. Methods A case control study was
carried out using 148 hypertensive and 164 normotensive subjects. Blood pressure, body mass index, fasting serum glucose, serum total
cholesterol (TC) and triglyceride (TG) were measured in all subjects, and LVMI of the hypertensives were measured.  The A/ ¢ variant
at position 1166 of the AT IR gene was identified by polymerase chain reaction and restriction fragment length polymorphism ( PCR/
RFLP) analysis. The frequencies of AC/ CC genotypes and 1166C allele of AT 1R gene between hypertensives and normotensives were an-
alyzed by ChrSquare test. Results The frequencies of AC/ CC genotypes and 1166C allele of AT IR gene in hypertensives were
higher than that in control (AC/ CC genotypes 0.203: 0. 0104, P< 0.05; Callele 0. 111: 0. 055, P< 0.05) , the OR is 1.998(95% CI: 1.
073~ 3.581). More statistically significant of C1166 allele frequency and the AC genotype distribution were obtained in subjects with
hypercholesterolemia when serum TC level was hierarchically analyzed (AC/ CC genotypes 0. 260: 0. 092, P< 0.01; C allele 0. 144 0.
046, P< 0.01), the OR reach to 3.46(95%CI: 1.29~ 9.29). AC/ CC genotypes were risk factors to hypertension, and such geno-
types and TC were risk factors to hypertensive left ventricular remodeling. Conclusions 1166AC/ CC genotypes of AT 1R gene and
TC have additive relation with essential hypertension and hypertensive left ventricular remodeling, the effective control of TC and blood

pressure might decrease the damage of target organs.
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FE i 7 TC. H 1 = B8 (triglyceride, TG) ¥ & o VLA G
= Jfi & 45 3 (left ventricular mass index, LVMI) 1€ % &
NE E AR, LVWMI= £ 0 F UE (left ventricular
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Figure 1. PCR and restriction enzyme cutting results of ATIR

gene
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B AC+ CC R B 0. 082; C &5 A Jk R 41 26
TER LR ZH 9 0. 144, 5T B4 0. 046, £3d F J7 i
I, P< 0.01(% 2 f1E 2, Table 2 and Figure 2) o
AC/ CC PR AL my IS5 ) OR 9 3. 46 (95% C1 A
1.29~ 9.29) .

x1. RRMemEASYREZRBEFMEEMNESH
Table 1. The distribution of AT1R genotype and gene frequen

cies in hypertensives and controls

FER A AL
g A

AC cc A G
XA 147(0.896)  16(0.098)  1(0.006)  310(0.945)  18(0.055)

EofEZE 118(0.797) 27(0.182)  3(0.021)  263(0.889)  33(0.111)

PIALEE A L 3P= 5,965, P= 0.015; A7 3£ LA = 6.643, P= 0.010
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FE(OR) 43 4 1. 998 (95% CI N 1. 073~ 3.851), 1.
041 (95% CI 4 1. 015~ 1. 067), 2. 238 (95% CI A 1.
633~ 5.253), b =Fh K = AT 4 B EH KAER
ML Gk RER .
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Table 2. The distribution of AT1R genotype and gene frequem

cies in hypertensives and controls with hypercholesterolemia.
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Figure 2. The distribution of ATIR genotype in hypertensives and controls/ in hypertensives and controls with hypercholesterolemia
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