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[ ABSTRACT] Aim To investigate the effects of asymmetric dimethylarginine on the expression of soluble intercellular ad-
hesion molecule 1 (sICAM-1), nitric oxide (NO) and endothelirr 1 ( ET-1) in human umbilical vein endothelial cells (hOUVEC) ,
and observe whether I arginine (- arg) of different dosage can antagonize the effects of ADMA. Methods ADMA or ADMA
plus I arg was incubated with hUVEC for 24 h.  The levels of sSICAM-1, EI-1 and NO in conditioned medium were measured by
means of Enzyme Linked Immunosorbent, Griess and Assay radic- immunosorbent. Results ADMA can increase hUVEC to
express sICAM-1, EI-1 and decrease hUVEC to generate No in a concentratiorr dependent manner ( P< 0. 05, respectively) , but
these effects were gradually dismissed after giving the increasing dosage of 1-arg.  Compared with the control group, the group of
ADMA 1 Hmol/L had no significant difference in the expression of sSICAM-1, NO and ET-1.  Except this group, the other four
ADMA groups all had significant difference compared with the control group ( P< 0.05, respectively). Among the five ADMA
groups, they all had significant difference each other ( P < 0. 05, respectively).  When the added Irarg/ ADMA ratio is big
enough (I-arg/ ADMA> 100), there are no more improvements of endothelial function.  The levels of sSICAM-1, NO and ET-1 in
conditioned medium were significantly correlated with the levels of ADMA (r= 0.943, — 0.937, 0.934, P< 0.01, respective-
Iy) . Conclusion ADMA can induce endothelial dysfunction by means of increasing endothelial cells to express sICAM-1,
ET-1 and decreasing endothelial cells to generate NO.  The degree of endothelial dysfunction is significantly correlated with the
levels of ADMA.  Giving exogenous L-arginine can antagonize the effects of ADMA.  Effective measures to regulate the plasma

level of ADMA may be the new aim to improve endothelial function and treat cardiovascular disease.
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Table 1. Effects of ADMA in different dosage on the expression

of SICAM 1, endothelim 1 and NO in hUVEC (x £s, n= 4)

a4l SICAM-1 (ng/L) WEZ 1 (ngL) NO (Hmol/L)
X e 40 108 27 34.80%£6.99  80.68£8.74
ADMA #H (Umol/L)
1 123 226" 40.81%6.52"  75.96 £9. 77
4 174 223 52.29%8.24" 64,22 +6. 23
8 204 232 64.1117.32% 52,98 %7, 02
12 274 k40® 75,70 £7.72% 41,55 %5, 95%
16 325 138 87.17%6.78%  30.31£5.55%

a: P< 0.01, 5xHALES; b: P< 0.05, ADMA ZHIAl LL%% .

2 FRRE BEREBMENHRE_BRESIBRABARK
MEFIE A ABEREM S F 1 AKRER | f—ESHA
Al

Table 2. Effects of I- arg in different dosage plus ADMA on the
expression of SICAM-1, NO and endothelirr 1 in hUVEC (; +
s, n=4)

s o SICAM- 1 NE# 1 NO
(ng/L) (ng/L) (Hmol/L)

X 4 325 £38 87.17%6.78  30.31%5.55

ADMA+ L 4% B2 (mmol/L)
0.2 269 T48% 72.7127.87% 42,08 +7.21%
0.4 217 231" 60.37%7.56® 53.65%8. 1%
0.8 165 £27%  48.24+8.14%  65.20%8. 30
1.6 113 T4 36.28 +5. 16  77.41%£7.71%
3.2 103 £19° 32.10%6.02¢  82.13%£7. 36

a: P< 0.05, 5XIBAIEES; b P< 0.05, ANFEIRE LK 2 K416
HE
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