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The relationship between G-protein 33 subunit gene C825T polymorphism and the

pathogenesis of essential hypertension

TAN Jian-cong, ZHU Zhi-ming, ZHU Shan-jun, YU Chang-qing, WANG Lin, LIU Xiao-li, WANG Hai-yan (Center of Hyper-
tension, Daping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract: Objective To explore the genetic mechanism of essential hypertersion (EH ) by means of obsewa-
tion of the polymorphism at position C825T of the gene that encodes the G pwtein 33 subunit (GNB3). Methods
A total of 112 patients with FH and the matched control were selected. DNA was extracted from blood sample. Geno-
types of the polymorphisms were determined by polymerase chain reaction (PCR) and the PCR pwoducts were digested
by restriction endonuclease (BseD1 ). Blood-lipids, body mass index BMI) and family history of EH patients were
observed. Results There was significant difference in genotype distribution for the GNB3 C825T genotype between
patients with EH (CC=0. 34, CT=0.53, TT=0.13) and the controls (CC=0. 59, CT=0. 36, TI=0.05, X’=
6.9, P<0.05). Logistic regression analysis showed that the 825T allele was associated with higher risk of EH (OR
=22, 95%CI1.110 4 6). Condusion GNB3 825T allele is a risk factor for the pathogenesis of EH.
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Tab 1 The clinical characteristics of subjects

EH group(n=112) Control(n=112)

Sex M ) 6250 6250
Age (Year) 59.047.0 61.0+8.0
SBP(mniHg) 155.6£17.1* 122.3+10.9
DBP(mmHg) 88.4+11.34* 74.947.9
MAP(mmHg) 112.5+10.8* 90.7+8.4
PP(mmHyg) 67.2+13.8 " 47.449.4
BMI (kg n2) 24.343.6" 23.543.1
Teh(mnol 1) 5.141.0 4.9+1.0
TG (mmol /L) 1.540.8 L.4%1.2
EHFH(%) 43.6 * 32.5

*. P<0.01, **; P<<0.05 vs control
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Tab 2 The distribution of GNB3 genotype in EH and control group
n CC(%) CT(%0) TT(%)  Tallle(%)
EH 112 38(34) 60(53) * 14013 * 44(39) #
Control 112 66(59) 40(36) 6(5 26(23)

%, P<<0.001 vs contol; ¥ P<0.001 vs CC genotype
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P<0. 05. P 0. 01. P 0. 01), pp
(P> 0.05), 3.
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Tab 3 The blood pressure of every GNB3 genotype SOV . Snaplr [15 .
CC(38) CT(60) TrC14)
SBP (mmHg) 130.05 £20. 87 141.974+22.12* 147.50£13.92 : (D N N
DBP(mmHg) 77.8849.95 85.91--10.97 ** 83.33%7. 64 , C825T
MAP(mmHg) 95.27 +12.65 104.55+13.96 " 104.72+8. 51 . ( ) . ( )
3 (2 ; (3
PP (mmHg) 52.17+15.17 56.07+14.75 64.17+11.82 (4)
*, PO0.05, **, P<0.01 vs CC genotype ’ ’ ‘
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