529 245 5 ]
2007 43 H

= %

448 ACTA  ACADEMIAE

[

MEDICINAE

y R R ] Vol. 29, No. 5

Mar, 2007

1l

MILITARIS  TERTIAE

it &

3L EERH S 1000-5404 (2007 ) 05-0448-03

PR — S U RS MREE%S S S ME | 0 ASF0 4% X R

EEEFER Bl CUEPNT 3 &
BOEHM W5 A — SR B
[l BE R C o Y e 2 ik

(ORISR 1

X T K AT ] 58 PR 51 T L eNOS 298 584578 ( Asp/ Asp) fiE
BEft. eNOS 298 Glu/Asp 2 251k 5 I 3 A JIEL (] A% K OF-248 .’r.
SRR N AN s eNOS 298 Glu/Asp 2 450 S

FEESH S, R544.1; R589

( endothelial nitric oxide synthase gene,

5 X T A B e a2 B, 1T 430070)

eNOS ) 298GIu/Asp 2 A S il

FHI PCR-RFLP i o4 184 {91 [t 4k & 1l Fs 284 F1 196 LT TE 5 6 B & op eNOS
298 Glu/Asp ZEPERH T, JFAM BT FEAS ] eNOS 298 Glu/Asp 2 2850E T, i TE S5 0 0 & 5 TG HDLL
eNOS 298 Glu/Asp 2 81 16 A il 1l T 20 F)
F . BMI 4] eNOS 298 Glu/Asp 2540 A7 b S bE 22 5 (P <0.05) 5 eNOS 298 545 8 (
SO A 5. 4 mmol /T LA ) S8 I T A4 ARDGE AR HE C OR) b 35 5 T LAl A8 47

(RTINS (A S
ATl P AL b V) A A1 5 AT S 3% 2 5 (RN R A I T i
Asp/ Asp ) F1EG L7 TA 1 A% A0 8 il

5 eNOS 298 Glu/Asp & 504 5 1lhg

B 1) 1o 5 S EL T 5. 4 mmal /TR A6 A 8 1l e 1 1
P 3 T 2 BT A [ (A 26 2 IS P e

Cp U 5 AR

Im*ﬂ“u\ ﬁ H A

Relationship of endothelial nitric oxide synthase gene polymorphism with blood pres-

sure, lipid profile and blood sugar level
TANG Zhong-zhi, LI Jun-yao,
PLA, Wuhan 430070, China)

Abstract ; Objective
(eNOS) gene and blood pressure,

YANG Jiéll]-h(m,‘: ( Department of Emergency ,

lipid profiles and blood sugar level.

Wuhan General Hospital, Guangzhou Command of

To study the relationship of the polymorphism of endothelial nitric oxide synthase

Methods Totally 184 essential hyper-

tension patients and 196 matched health individuals with normal blood pressure were subjected in this study.

Their age,
RFLP. Lipid profiles,

including triglycerides (TG ), total cholesterol ( CHO ) ,

sex and BMI were recorded and eNOS Glu 298 Asp gene polymorphism were detected in using PCR-

HDL, LDL, and blood sugar

level were also detected. Results  Significant difference of the percentage of eNOS Glu 298 Asp gene were ob-

served in age,

clusion

increases the risk of hypertension in those with serum CHO over 5.4 mmol/L.

systolic blood pressure, BMI group (P <0.05).

risk of high systolic blood pressure in individuals with CHO above 5

Asp/Asp genotype significantly increased the

4 mmol/L (P=0.03, OR=2.65). Con-

eNOS Glu 298 Asp may modulate blood pressure by associating with lipid levels. eNOS 298 Asp/Asp

eNOS 298 Glu/Asp polymor-

phism and serum total CHO together may be used to predict and analyze the risk of having hypertension.
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) 61.2:5.4  57.4+8.1  52.8+6.7 0.04
SFE I mmblg) 86.3+5.9 88.2+6.6 86.1 +5.8 0.04
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