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[ ABSTRACT] Aim To investigate the relationships between essential hypertensives and the polymorphism of angiotensin 11

All sub-
jects were divided into four groups according the age: young hypertensives, aged hypertensives, young and aged normotensives.
The A~ C variant at position 1166 (A1166C) of the AT1R gene was identified by polymerase chain reaction (PCR) and PCR/ re-
The frequencies of AC+ CC genotypes and 1166C allele of AT1R
Results The frequencies of AC+ CC geno-
types and 1166C allele of ATIR gene in hypertensives were higher than those in control (AC+ CC genotypes 0. 202 0. 097, P<
0.05; C allele 0. 115: 0. 052, P< 0.01), the OR( odds ratio) is 2. 34(95% CIL: 1. 15~ 4.67).
C1166 allele frequency and the AC+ CC genotype distribution were obtained in youth between the case and the control when age
was hierarchically analyzed (AC+ CC genotypes 0.217: 0. 088, P< 0.01; C allele 0. 183! 0. 044, P< 0.01), the OR reach to
6.82(95% CI: 2.02~ 23.08).
AT1R gene in youth were higher than those in middle- aged and the aged.

type 1 receptor (AT1R) gene in youth. Methods 104 hypertensive and 154 normotensive subjects were studied.

striction fragment length polymorphism ( PCR/ RFLP) analysis.

gene between hypertensives and normotensives were analyzed by Chr Square test.

More statistically significant of

Further more, in the case group, the frequencies of AC+ CC genotypes and 1166C allele of
Conclusions 1166 AC+ CC genotypes and 1166C
allele of AT1R gene were related to essential hypertension and could increase the fatalness of suffering from hypertension in youth.

It plays an important role in patients who suffered from premature essential hypertension.
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Figure 1. PCR and restriction enzyme cutting results of ATIR

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

cies in hypertensives and controls

T AL
4
AA AC+ CC A G
FifIZl 83 (0.798) 21(0.202) 184 (0.885) 24 (0.115)
ST 139 (0.903) 15 (0.097) 292 (0.948) 16 (0.052)

i 2H 1) R B R LG XP= 5. 648, P= 0.017; PIZH A &4 ZE R b e X2
= 6.987, P= 0.007.
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Table 1. The distribution of ATIR genotype and gene frequemnr

cies in young hypertensives, aged hypertensives and young com

trols
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