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Association of genetic polymorphism of ,- bradykinin receptor gene and AGT gene

with essential hypertension in Shenzhen population
DONG Hui—yit s LI Qiu-rungl , WANG Qin', LUO Zhen-guuz( "Department of Cardiology, Beijing University Shenzhen Hospital,
Shenzhen 518036, *College of Life Science, Shenzhen University, Shenzhen 518060, China)

Abstract. Objective To investigate the association between {,-bradykinin receptor (8,-BKR) gene and
angiotensinogen gene polymorphism and essential hypertension. Methods The case-control study was conduc-
ted using MS-PCR and PCR-SSCP techniques to explore the B,-BKR gene-58T/C polymorphism and the AGT
gene M235T polymorphism in 97 essential hypertensives and 87 normotensives of Shenzhen. Results  The gen-
otypes distribution of CC and the alletic frequency of C in EH cases were significantly higher than in controls
(0.36 vs 0. 14, P=0.000; 0.60 vs 0.43, P=0.001). The genotype dislributions of CC +MT and TC + MM
in EH cases were significantly higher than controls (0. 19 vs 0.06, P =0.009; 0. 18 vs 0.05, P=0.006).
The odds ratio for those exposed to CC genotype was 1.913, 95% confidence interval was 1.913 10 3. 049, P =
0.006. No significant difference was seen in the genotype distribution of angiotensinogen gene between EH ca-
ses and controls (P =0.091) , but the alletic frequency of M in EH cases was significantly higher than controls
(0.55 vs 0.44, P=0.037). Conclusion The B,-BKR gene-58T/C polymorphism might be associated with
essential hypertension in Shenzhen population. CC genotype might be associated with the increased risk of EH
and C allele might have a gene-gene synergetic effect with M235'T polymorphism.
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EH# 97 56.8 £+8.5 54/43 61.8+9.3 155 =18 97 £12
NT# B7 57.2:9.5 48/39 62.2+8.9 113 £10 74 +8
B >0.05 >0.05 >0.05 <0.01 <0.01
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1.2.2 Kiill AGT 3[4 8 K HAZ 7% or B 3 £ Wl 5 1 1%
( mutagenically separated polymerase chain reactions, MS-PCR) Jy
o 91 ¥ % M. P, : 5'-CCAGGGTGCTGTCCACACTGGCTC-
CGG-3", P,: 5'-AAGTGGACGTAGGTGTTGAAAGGGAGGGT-
GCTGTCCACACTGGCTTCCA-3", Py 5'-TGTGGTCCTC-
CCACGCTCTCTGG-3'. PCR 211K 4 SO wl, 2 13 4 F ;94
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{4 :94 C HAE4 min, 454 94 C 1 min, 60 C 1 min,72 C
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A 10 pl ZEPE 95 °C B 10 min, SRIG HET SSCP 43047 . %
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CC o+ MM 5 5.74 10 10.31
T+ MT T 12.64 6 6.18
TC + MT 29 33.33 21 21.65
CC o+ MT 5 5.74 18 18.56
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TC + TT I8 20.68 8 8.24
cc + TT 2 2.29 7 7.22
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P 2 P g L P AL L0 R B P AR —
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SR 1) 05 3 R FE R, 2 5 o o e L JULARE
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S e A R 1) D ) S D SR i e 4 A ik AT TR
VMR 32 (A1 B A A O, 6 RAS L KKS X PR I
FEPE RGE P , AGT Fil B,-BKR 4 2 4~ R Y AL
VP2 WET LS B s, B,-BKR JEH 18 T -58T/C £
AR AGT SEEE 2 P 1 M235T Z 251k B4 )
Lot W S5 48 FI D RE, ik 25 EH /Y 200 HL
12 P, B,-BKR KR AGT (R A  #F 5% 2
Mt 388 % AL v R e RE T

AT 5T 45 e o O TEYI H 1XC 1M s E 5 A
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PR 534 43 5 4 0. 276 ,0. 586 ,0. 138, T C 25 (i A [H
#4158 0.57.,0. 43, Braun % 8L 1E 5 48 [ A
Berp T C 2847 3E B 0 2445 51 26 0. 405 0. 595, Gainer
E# AT E (B PN L N e Y o
SR 0.38 0. 62, X SELE LR, B,-BKR JE[H
-58T/C ZAMEAF%2E R QUM X i E H
AHEPH) AGT L[R5 2 7 T M235T Z351ER MM,
MT TT J 5 584 534 4353 O 0. 184.,0. 517 ,0. 299, M. T
ST IR AT 5] A 0. 44 0. 56, Procopeine ale] o4
PR E % B e AR MM OMT T 5 X Y )
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YA AT i E P22 R, EH RE 1) CC BE R B 43 Al Fl
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T34 1 2 T 1L TE R # . @) Logistic [ U 73 Hr 45
s AR T A E R P S, 5 A e s A
Ko e B ) 1) e B,-BKR KEH CC B [H Y

A K 6 PEF 9 25 4R R, B,-BKR JE A -58T/C
£ AV I XA RER EH MG, CC KL P AY n] fE
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S B RORE A B G At 5 % A B A EAT E— P Y
il 9% .
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