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Association between the angiotensin Il type | receptor gene A1166C
polymorphism with the essential hypertension in chongqing

XIANG Lin,et al

(The Clinical Research Center ,the First Affilited Hospital , Chonggqing Medical University)
[ Abstract JObjective: To study the relationship of the angiotensin Il type I receptor (ATIR) gene polymorphisms with the essential hy~

pertension (EH) in Chongqing. Methods: The ATIR gene polymorphism (an A—C transversion at nucleotide position1166) were de—

tected by polymerase chain reaction (PCR) and restriction fragment length polymorphism (RFLP) in 104 EH patients and 100 normal

controls. Results: The frequencies of AC genotype and C1166 allele of ATIR gene of the EH patients were obviously higher than those of
the normal controls (AC genotype:0.240 vs 0.005, P<<0.05; Callele: 0.130 vs 0.025, P<<0.05), There were both having significance dif-

ference, but the frequency of the AA genotype was obviously lower than the normal controls. Furthermore,we discovered infrequent CC

genotype in EH patients. The items of rest have no significative difference in two groups. Conclusion: A1166C polymorphism of ATIR

gene was associated with essential hypertension in Chongqing.

[ Keywords ] Essential Hypertension; Angiotensin Il type I receptor; Gene polymorphism

ERLERWRESRES, BR-MEEKEK
% 4t (Renin—Angiotensin-System ,RAS) 2 &F JE B &
e, mE ZKE I (Angiotensin Il ,Angll )2
RAS RN R ABEBEMEYEEWESF,%4 Angll
5&EMASAHME LW REnERKELN I
%I 57 {& (Angiotensin Il type I receptor, ATIR) % & 5
RECHREYFER . DE/RERM K AR & i E
RRES Angll T BIZIR(ATIR)HAXFKATHFT T
WF S,

1 #MREFEZ*

1.1 R %

111 JERMEIES 2005 4 6 H % 2006 4 12 H, ik
EEBRERKEMEE —ERK.OHAMER W E Z & mE
(Essentiac hypertension, EH)H A 104 ], 24 AFRAE : (D)U4H
£ (SBP) 2 140 mmHg 3¢ £F5K [ (DBP) =90 mmHg; (2)HEBR 4k
AR ML ; QA& R A, HEE 0 SERR 0%,
TP B R B DT RE AR 4

112 EHEXTRA EHXIRA 100 FI3E [ 4 b ik
EFENEE. AR (D (SBP) < 140 mmHg . £ 3K &
(DBP) <90 mmHg; (2)A MR FITAT /R 2540 ; Q)T 05
BRSO IUR , T E S BR Ro D T BB AR 4

1.2 Fik

12,1 BT A 0 LA 21 0 1 X B A S v R ER AR 78 2
EERSTARNRIME S SHEE, 55BN BN R
%l 6 ~ 8 ml,

122 FAAEEATIRARESMNE M H 40H DNA - 56 4T 4N 5
RS FRLT 4, 3 000 v/min B0, F LW . HEE X,

REBERAERITRE. BMABHKRNEE . AN K&,
10%SDS, 37°C/K SR » YK H B, IR NaCl #BRE
HR, T EHIRA], 3 000 r/min 3.0, B EHR. EE 11K,
BJR R AEATH DNA, 10°CLAF,4 000 t/min B.0:3K78 DNA,
A TE BWARFE

123 BMRBYHEEEBIEkST® 319FF8, it
314 5'~ATAATGTAAGCTCATCCACC-3"; F 514 5°-GAG
ATTGCATTTCTGTCAGT-3’ . LR -ABHE X (PCR) B
30 nl, H¥ DNA A2 100 ng; BMEBEET ="
(dNTP)200 wmolL; FF#E5#14 20 pmol;10 x & #hik 3
pl,Taq B8 1.5 U, RBIBHHR 95 CHIAY: 3 min 7, AT
I :94°C AL 40 s .60°CIB K 50 5. 72°CHEM 60 s, 2L 27 &
I BJS 72°CHEAH 8 min, 4 CH . BUIAZR 15 pl:BLPCR
R M 4 wl,10 x Bl 1.5 wl, 1%/ NFmEEES
(BSA)1 w1, PR YIRS Dde 1 5 U, EBFK 8.2 p1,37C
56 2 d BUEEYIF=4) 4 wUT 2935 Re i i bk , IR 2.5
Yuff,90 V ELFE FELIK 50 min, ZEERRS RIS R 45 L RIROF
TR HT

124 SRt AbE & I JE R 4 A IE % X B4 & Hardy-
Weinberg A2 BRI A T BEA . BrA SRS £ 45
WEFR (x xs), FALRI B A ¢ 050 ; ZH B
BAFEG ¢ R, ERAFRREMERTERA X2
K%, SPSS11.0 Siit i ik {4 TAb B, P<0.05 B 4% %
X,

2.1 RFLP &7 B8 48 ATIR £ B A &40 4

PCR 741 360 bp H EX,C 2 3 B 2 B4 5
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HEMNEH., B5 Al G855 FERINEHE
(25 R £ 43 D6 385 0 AR BE B /N XoF K B D BRI, 9
AL E 4T 48ROI E 3 . Fossum FUER IR A
BRI T 7 A4S0 M08 R pE R B & B, ATIR
1166AA F:H RN & M EwE R EM . Bk B
EHREEENEERE RN AMEZRESE I
FEW R A AR, B NS ATIR B 254
5RmERXANHRELA -, TS A3
o8 FAA R FREE I R & W ATIR 5 MLE
HXERNZER, EARKRBIE S, WS Hardy-
Weinberg V-4 & B 1 31 4 PR . BATHSS
B8 EH A9 A1166—C B C %5 4 H K 45
RHABHTEFXEA, #B2RATIR Z EZ A7 57
REESERKBXIEEEEMEMX, RAITEH EH 4
#2641~ C1166 2274 # BIDBP 1 SBP #.Jh 45 14> 51
5% EH 4 DBP fl SBP # 17 L8 & B, flufi]
ZRYEAE B EEZEF(P>0.05); A Cl166 %
MEFEK EH BE TS | R Z G 5%
E5, HERER A1166C FMERMR LR
T B, &R Cl1166 HE X R i B KT 5
H, 5SHRABEZE AR —3, Spiering HF5EIA
H,ATIR #H A1166—C WRE S Z MR L& N
FEBH BRT IR AR RERDY, B RIATHBI RS R B
AW C1166 S EPFM EH BF 58 M EH 42
MERNERAEERER, XURSHEKERE
Ko

AT RAS 9 LA EZREE (FE AGT,
ACE . ATIR %5 R ) 505 H bR 50 2 H 0 B A 1k
F T Bk AN, B E AR R, B
KRFHT EH WAL, F5MATIR @ EEHIE
M3 % ERS S T.0 5 3h Bk & i E %
ZFERE WM E XL E BRI E
WEEMEERR", FEM, 53T ATIR1166 74
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