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[ ABSTRACT ] Aim  To study renin-angiotensin-aldosterone system ( RAAS) hormone levels and CYP11B2
—344C/T gene polymorphism in essential hypertension patients with obesity, discuss genetic susceptibility of CYP11B2
—344C/T genotype and the correlation between susceptible gene and RAAS levels. Methods 60 cases of patiens
with 1 ~2 grade essential hypertension (30 cases essential hypertension patients with obesity, 30 cases essential hyperten-
sion patients without obesity) , and 60 people from the Examination Center (30 cases obesity people without hypertension,
30 cases healthy people) were enrolled randomly. CYP11B2 —344C/T gene polymorphisms were analyzed using polymer-
ase chain reaction-restriction fragment length polymorphism and agarose gel electrophoresis methods, plasma RAAS concen-
tration were detected by radioimmunoassay. Results Multi-compared with number of cases of TT and TC + CC geno-
type, there were significant differences (P <0.05). And differences in essential hypertension with obesity group was the
most significant; multi-compared with the number of T and C alleles, significant differences were found (P <0.05), and
differences in essential hypertension with obesity group was predominant. ~ Plasma renin, angiotensin II , aldosterone con-

centrations in genotype TT cases were much higher than those of TC and CC genotype (P <0.05), but there was no signifi-
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cant differences between CC and TC genotype cases (P >0.05).

Conclusions In CYP11B2 -344C/T gene polymor-

phism, TT genotype may be susceptible genotype of essential hypertension patients without obesity, and T allele may be

susceptible one of them.

higher than the CC and the TC genotype ones.
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F1. BABKRBRELE (x £5)

Table 1. Comparison of clinical data in each group

W H SO SRIERRAL - R s (n=30)  dbsiest g (n=30)
5/ () 19/11 17/13 18/12 16/14
ERR (%) 45.27 +0.93 45.47 1. 06 40.77 +1. 87 40.63 +1. 60
BMI(kg/m?) 29.53 £0.19* 20.77 +0.23 29.57 £0.21* 20.57 +0.25
WHR 0. 940 +0. 004" 0.810 0. 009 0.950 0. 007" 0. 790 +0. 008
e (mmHg) 167. 60 £ 1. 64™ 164.00 1. 88* 124.73 +1.76 120. 672. 12
#F 9K £ (mmHg) 100. 00 =0. 92* 98.27 +0. 99" 77.67 +1.29 75.13 £1.37
TC(mmol/1.) 7.10 £0. 74™ 4.51+0.79 7.02 £0. 68" 4.48 £0.74
TG( mmol/L) 2.53 £0.22% 1.48 +0.23 2.50 £0. 20" 1.43 +0.28
LDLC( mmol/L) 5.01 0. 52" 3.09 +0.36 4.00 +0. 47* 3.00 0. 90
HDLC ( mmol/L) 0.90 +0. 13* 1.39 +0.26 0.95+0. 11* 1.45 +0.21
FBG ( mmol/L) 5.27 +0.56 5.19 +0.55 5.14 +0. 60 4.90 +0. 13

a i P<0.05, S5{@MEXT IR L ;b o P <0. 05, 5 A S MR i e A P <0.05, 54 it il

R 2. BHRAAS EKTFLLE (x +5)

Table 2. Comparison of RAAS hormone levels in each group

Ji R AP oo LS P A L Ji R P e i

E =R BAi L ELE (n =30) R X IR EH (n =30)

(n=30) (n=30)
HR g/ (L - h)] 6.15 £0. 28" 5.73 £0.42° 5.67 +0. 58" 2.85 £0.46
AngIl (ng/L) 122.97 +1.26™ 97.17 +1. 08" 98.90 =0. 95 64.67 +1.43
1 & i ( nmol/ 1) 0.950 +0. 005" 0. 900 +0. 008" 0. 890 =0. 009" 0. 450 +0. 006

a A P<0.05, 5T RA ;b O P <0.05, 55 M S MEA K ;¢ 28 P <0. 05, 54084 i,
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% 3. &4 CYP11B2 -344C/T ERBME M EFMEN T

Table 3. Distribution of CYP11B2 —-344C/T genotype and allele frequency in each group

F[R v
|
TT TC cc T C
Ji R M v IR AERE BEZH (n = 30) 24(80% )" 4(13%) 2(7%) 52(87% )" 8(13% )
JE & PR I R4 (n =30) 21(70% )" 6(20% ) 3(10% ) 48(80% )" 12(20% )
BAEIEL (n =30) 22(73% )" 6(20% ) 2(7%) 50(83% )" 10(17% )
XTI 2H (n = 30) 12(40% ) 10(33% ) 8(27% ) 34(57%) 26(43% )

a N P<0.05, 54X R4 L5
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EZRTREEP>0.05;5£4),

% 4. CYP11B2 -344C/T EFEE 5 4% RAAS BEKTX
R(xzxs)

Table 4. The relationship between CYP11B2344C/T geno-
type and plasma levels of RAAS

W oH TT(n=78) TC(n=27) CC(n=15)
¥ (ng/mL/h) 5.75 £0. 14* 4.56+0.29  3.71+0.38
Angll( ng/L) 101.66 +2.29*  87.78 £4.29 76.93 +4.64

i [ B ( nmol /L) 0.94 £0. 03* 0.74 £0.04  0.60 +0.05

afJ P<0.05,5 TC JEF ALY, CC 3 F RIZ LhEL,

3 3
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2N R R IR B R A T
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i, R T A T I A v A N R I R
JEH DA ARRE Ay L, DR I A PR A Sy 2 T 1 ) 33
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A 3, SR IE 9 RECH R, Rl TT 56K A
RAAS &b B 00 IR, 10 AS S A2 1L 2% 7 [ il
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H R B & 1 v i R R B 2 1 K AL
il 22 L PR 5 T F 5, 300 B A8 MU Sk YR 9T B B
ARFFRFERR A RAAS JLEKFES CYPLIB2 RN £
AN 5 v I P I e 3 A 32 i v B i
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CYP11B2 - 344T 3L K () J 3% 00 55 f8 =g I R 9
ARG — P REEAR, 45184 0 HoA n Sk,
A8 Ry D v I A P R S8 (R 96 7 SR A | 1
PRI TR LR,

Jirt M e i R A R B S S CYPL1B2 - 344C/T
FEPAILL TT SR A Sy =, S8 LR DL T 4637 L A
T TT HEFE B M RAAS B K44 10 1L TC
CC FEPH A i 25 Fh vy, TT 35 R A AT R Sk 5 & P i 1
FEAERE R £ ) S R R
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