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[ ABSTRACT ] Aim  To investigate the gender differences in the levels of nitric oxide in prehypertension and its cor-
relation with the number and function of circulating endothelial progenitor cells. Methods Eighty consecutive popula-
tion, 46.4+4.3 years old, were divided into four groups: normotensive premenopausal women (n=21), prehypertensive
premenopausal women (n=20) , normotensive men (n=19) and prehypertensive men (n=20). The nitric oxide (NO) ,

granulocyte-macrophage colony stimulating factor ( GM-CSF) and vascular endothelial growth factor (VEGF) levels in plas-

ma and secreted by circulating EPCs were measured in the four groups. Results The distribution of plasma NO level ,
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the NO secretion by cultured EPCs in normotensive and prehypertensive premenopausal women were significantly higher

than those in normotensive and prehypertensive men ( P<0.05). The plasma NO level or NO secretion by EPC in normo-

tensive men was also higher than that in prehypertensive men (P<0.05).

However, the plasma NO level or NO secretion

by EPC in normotensive premenopausal women was almost equal to that of prehypertensive premenopausal women ( P>

0.05). The plasma NO level or NO secretion by EPC was related to the number or activity of circulating EPC.  No sig-

nificant difference was found in plasma VEGF or GM-CSF level in the four groups ( P>0.05).

Conclusions The plas-

ma NO level and NO secretion of circulating EPC were preserved in prehypertensive premenopausal women, which was cor-

related with the number and activity of circulating EPC.
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Table 1. Clinical and biochemical characteristics in normotensive premenopausal women, prehypertensive premenopausal

women, normotensive men and prehypertensive men( x+s)

P2H EPC 43 A A9 NO /KFETCH i 22 5% (P>0.05)
PUZH EPC 43 WA VEGE Fl GM-CSF 7K TG B i 2%
S (P>0.05;%3),

5iH A ZRTIRR LA AT IR Lotk fetRR 55 k20 e LT 0 55 PR
(n=21) (n=20) (n=19) (n=20)
SER (%) 45.2+4.1 46.3+4.1 47.1%3.7 46.7+4.6
B (em) 161.1+6.4" 160.7+6.2° 165.1+5.8 166.6+6.4
AR (kg) 58.7£5.9" 59.0£5.9" 63.9+4.3 64.4+4.8
TS B (kg/em?) 22.6+2.3 22.8+2.2 23.4x1.3 23.3£2.0
W45 FE (mmHg) 111.3+7.3 130.3+5.2" 112.5+5.4 132.1+5.3"
&5k & (mmHg) 69.1%5.3 81.1+5.2" 70.0+3.8 80.5+5.7"
LK/ 5T 72.2+8.3 72.8+7.4 75.1£7.5 74.6+8.6
A5 HL i 2 il ( mmol /L) 24.5+6.2 27.6+5.8 25.6+6.2 24.9+6.3
% 2 (mmol /L) 22.8+8.5 25.7£5.7 23.6%5.1 21.7+6.0
JRZ A (mmol/L) 5.2+1.3 5.3£1.0 5.2+0.8 5.1x1.1
JULAF ( mmol/L) 69.2+14.4 68.4+15.8 63.5+16.1 67.2+16.6
4% BERE 8 1 (mmol/L) 2.89+0.46 2.93+0.46 2.88+0.47 3.04+0.36
S JH 8 ( mmol/ L) 4.91+0.53 4.96+0.49 4.90+0.52 5.06+0.46
B IR 1 (mmol /L) 1.45+0.28 1.46+0.24 1.38+0.24 1.37+0.16
H = (mmol/L) 1.38+0.23 1.41+0.19 1.43+0.16 1.52+0.14
25 W5 1A ( mmol/1L) 4.75+0.58 4.47+0.53 4.7420.71 4.64x0.64
hs-CRP ( mmol/L) 1.11+0.66 1.28+0.84 1.38+0.88 1.67+0.88

a K P<0.05, 5 gt R 5 R 20 0 s I A0 S R 2 LR A s b S P<0.05, 5 446 25 i B o P 2H A T ek L

% 2. M4A M3 NO,VEGF #1 GM-CSF 7K F L% (x+s)

Table 2. Levels of NO,GM-CSF and VEGF in plsama of the four groups(x+s)

il n NO(mmol/L) VEGF (ng/L) GM-CSF(ng/L)
ot 2 Hip il R A M2 21 37.5£9.2° 41.0£10.5 0.22+0.05
206 2 i i I AR Lo e A 20 34.128.1° 39.7£9.7 0.28+0.06
{5 M2 19 29.3+7.7 40.9+7.3 0.31+0.05
o I A9 58 P4 20 23.8+6.8" 38.3+10.4 0.30£0.05
a A P<0.05, 5 {5 3 PR A 1 FTHH 55 MR 2H LA ;b 2 P<0.05, 5 R I8 M2 Lh

% 3. 4 EPC 4 # NO,VEGF F1 GM-CSF 7K F L3 (x5, nmol/10° Cells)

Table 3. Levels of NO, VEGF and GM-CSF secretion by EPC in the four groups(x+s, nmol/10° Cells)

il n NO VEGF GM-CS
% 25 i {2 PR 21 49.0+10.4° 9.03+1.74 2.01£0.58
2 2% i e I A L e 2 20 46.610.3" 8.91+2.14 1.88+0.44
R vk 19 39.6+10.3 8.06+2.04 2.17+0.77
e IR 55 R 20 32.9+9.0" 8.63+1.92 2.00+0.50

a k) P<0.05, 5 {de e 5 PR 2 A AR A0 8 PR AL A s b A P<0.05, S5l 5 L b
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Table 4. Univariate correlations between nitric oxide level

and the number or activity of circulating EPC

Akt 3% NO 7K EPC 431 NO 7KF
R (mmol/L) (nmol/10 Cells)
CD34*/KDR* 4l ( %) r=0.41,P<0.05 r=0.33,P<0.05
ac-LDL/lectin FRicC 4 A

=0.36,P<0.05 =0.37,P<0.05
(200 f5HLET) ’ ' r '
TERS 4TI (200 £5FLET ) r=0.53,P<0.05 r=0.40,P<0.05
AHAEIETERE T (Agep) r=0.60,P<0.05 r=0.31,P<0.05
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