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[ ABSTRACT ] Aim To explore the associations of angiotensin I type 1 receptor (ATIR) A1166C variant with
blood pressure in Chinese. Methods We invited all unrelated employees and retired workers to take part in this stud-
y, and 1466 participants were included in the present analysis.  Standardized questionnaires were used to collect informa-
tion on alcohol consumption, smoking habits, and use of medications. The AT1R genotype was determined by SNaPshot
method. Results  One thousand four hundred and sixty six participants included 566 (37.9% ) women, 485
(33.1% ) overweight/obese participants, 468 (31.9% ) hypertensive patients, of whom 212 (45.3% ) took antihyperten-
sive treatment.  The frequencies of AA, CA and CC were 90. 5% , 9.4% and 0. 1% , respectively.  There was no signif-
icant difference in the distributions of genotypes and alleles between participants with normal blood pressure and hyperten-
sive patients (P >0.05). Furthermore, there was no significant difference in systolic and diastolic blood pressure and
pulse pressure between genotypes before and after adjusted for covariates (P >0.05). We found significant interaction
between the A1166C variant and body mass index on systolic blood pressure (P,, =0.002) and pulse pressure (P,, =
0.02). Only among participants in the highest quartile of body mass index ( >25. 8 kg/m®) , C allele carriers had signif-
icantly higher systolic blood pressure (P =0.02) and pulse pressure (P =0.009) than AA homozygotes. Conclusions
Significant interactions were observed between ATIR A1166C variant and body mass index on systolic blood pressure and

pulse pressure.
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Table 1. Characteristics of the study population

moH H(n=910) Z(n=556) Pl
AR (%) 48.6 +13.4 46.2+12.9  0.001
TR (ke/m?)  24.0+3.3  23.0+3.4  <0.0001
W45 ( mmHg) 130.1+19.6 123.1=%21.1 <0.0001
#75K% (mmHg) 81.6+11.6 76.4+11.3 <0.0001
Jik % ( mmHg) 48.5+13.3 46.7+13.8 0.0l
1= I (48] 322(35.4% ) 146(26.3% ) 0.0003
R EIR YT (B 129(14.2%) 83(14.9%)  0.69
WA (5] 543(59.7%) 7(1.3%)  <0.0001
R () 337(37.0% ) 13(2.3%) <0.0001
HR /AR (B]) 341(37.5% ) 144(25.9% ) <0.0001
BEIRIE () 87(9.6%) 36(6.5%)  0.04

2.2 EFRBMEMERFRES
A1166C ZBLEARWI ST ARE T Y 73 4 455 Har-
dy-Weinberg -7 (P =0. 18) , CC FEPRAAA 1 4],
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Table 2. Distributions of AT1R A1166C genotype and allele frequencies

FER (1)) SEQ FER (1))
A’
n 4 AA CA +CC P A C P
I EIE W & 905(90.7% ) 93(9.3%) 1902(95.3% ) 94(4.7% )
e IR AR 422(90.2% ) 46(9.8% ) 0.76 890(95.1% ) 46(4.9% ) 081
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Table 3. Associations of the AT1IR A1166C variant with blood pressure

o JE RV ik P TR RS Pt
AA CA +CC AA CA +CC
Wi = (mmHg) 127.3 £0.6 128.6 +1.7 0.49 127.3 0.5 129.0 1.4 0.27
&F 5K (mmHg) 79.6 £0.3 79.7+1.0 0.90 79.6 £0.3 79.8 £0.9 0. 87
Jok E ( mmHg) 47.8 +0.4 48.9+1.1 0.35 47.7 +0.3 49.2+0.9 0.12
1501 e AA { n=1327) 60 4 e AA {n=1327} E‘J%2E9§E3€B?ﬁ“§,@ﬁﬁﬁ%iﬁ7if%ﬁmﬁﬁﬁ%
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Figure 1. Interaction between the ATIR A1166C variant and

body mass index on systolic blood pressure and pulse pressure
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