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[ ABSTRACT]

nism in women with coronary heart disease (CHD) .

by radioimmulogy.
chromatopraphy.
26% vs 5.37% £3.20%, P< 0.001).

Flow-Mediated Dilatation of Brachial Artery;

Asymmetric Dime-

Aim To investigate the effect of endogenous estrogen levels on vascular endothelial function and its mecha-
Methods Flow-mediated dilatation (FMD) of the brachial artery were

detected by use of higlr resolution ultrasound in 33 women with CHD and 17 matched controls.

Plasma estradiol were measured

Plasma concentrations of asymmetric dimethylarginine (ADMA) were measured by higlr performance liquid
Results In comparison with control group, FMD significantly decreased in the CHD group ( 1. 73% *1.
Plasma estradiol levels were lower in the CHD group than in the controls (27. 80 &

12.28 ng/L vs 43. 83 £14.30 ng/L, P< 0.01), whereas ADMA concentrations were higher in the CHD group than in the con-

trols (3. 39 £1. 07 HBmol/L vs 1. 31 £0. 69 Hmol/L, P< 0. 001) .
= 0.314, P< 0.05), but negatively correlated with ADMA (B= 0.302, P< 0.05).

ed with ADMA concentrations (r= - 0.544, P< 0.001).

vasodilatation is impaired in women with CHD.

Conclusions

FMD was positively correlated with plasma estradiol levels (B
Plasma estradiol levels inversely correlat-

This study indicates that endotheliunr dependent

The decrease of endogenous estrogen levels accompanied with the increase of

ADMA concentrations may involve in one of the mechanisms of endothelial dysfunction in women with CHD.
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Table 1. Comparison of characteristics in CHD group and comr

trol group

B o RE2H Rl iEA

£
(n= 17) (n= 33)

e 54.0619.35 58.3017.98
A2 FH 7.24%5.43 11.12£7.57
Fe N 7 (41.18%) 5(15.15%)"
e I A\ 6 (35.29%) 14 (42. 42%)
W4 & (mm Hg) 126 19 130 =18
#5K & (mm Hg) 80 =11 83 +11
FIE (mm Hg) 96+13 99+13
RIS (kg/m?) 23.1013. 44 23.8512.89
H i = (mmol/L) 1.42%0. 68 1.74%0.95
SRR E EE (mmol/L) 4.86%0. 88 5. 64 %0.91"
HDLC (mmol/L) 1.52%0.32 1.35%0.35
LDLC (mmol/L) 2. 84 30. 81 3.32£0.72¢

a: P< 0.05, b: P< 0.01, 5xtIB4IAEL.
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Table 2. Comparison of diameter changes of brachial artery
and levels of plasma E, and ADMA in CHD group and control

group
" b X HE AL JERIVS R
(n=17) (n=33)
JESIAKFERE A2 (mm) 3.3820. 50 3.69£0.59
FMD 5.37% £3.20% 1.73% *1.26%"
M B (ng/L) 43.83%£14. 30 27. 80 +12. 28"
ADMA (Hmol/L) 1.31%0.69 3.39t1.07°

a: P< 0.001, 5xFB4IME.
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