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[ ABSTRACT]
with endothelial dysfunction in type 2 diabetes mellitus patients.

Soluble Intercellular Adhesion Molecule-1;  Type 2 Diabetes Mellitus; Endothe-

Von Willebrand Factor

Vascular Complication;

Aim To study the Changes of serum soluble intercellular adhesion molecule1 (sICAM-1) and its relations
Methods 62 cases of type 2 diabetes were divided into
three groups: complication free group ( n= 19), microangiopathy group ( n= 20) and macroangiopathy group ( n= 23). 20
Levels of sSICAM-1 and von Willebrand factor (vWF) were mea-

Results The levels of sSICAM-1 and vWF in type 2 diabetes mellitus
The levels of sICAM-1 and vWF in type 2 diabetic patients with mi-

nomal subjects were served as normal control group ( n= 20).
sured by enzyme linked immunosorbent assay ( ELISA) .
were higher than those in healthy controls ( P< 0.01).
croangiopathy were higher than those without vascular complication ( P< 0.01), but lower than those with macroangiopathy ( P<

0.01). The levels of vWF in type 2 diabetic patients without vascular complication were not higher than those in healthy controls
(P> 0.05). There was a significant positive correlation between sICAM-1 and vWF, triglyceride and diastolic blood pressure
(r=0.43, r=10.45, r=0.52and r= 0.62, P< 0.01).
diabetic microangiopathy.

Conclusions Serum sICAM-1 might participate in the course of
The measurement of serum sICAM-1 levels in type 2 diabetes mellitus may be clinically useful for early

discovering of endothelial dysfunction.
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postprandial blood glucose, 2hPBG) & A2 [E B ( total
cholesterol, TC) « H J# = B4 (triglyceride, TG) « K % & fg
& B (low density lipoprotein cholesterol, LDLC) « & %5 &
A% ¥ (high density lipoprotein cholesterol, HDLC) « #%
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DA sICAM-1 7K~F o AR &, DU A2 | I & - BMTL
FBG.2hPBG.TC.TG.LDLC HDLC. ¥4t I 2T 55 5 . JR
Alb/ Cr A1 vWF 4 B 2% &, 34T 2 J0ig 4 [\l JH 73 #r,
RIL SICAM-1 /K7 5 vWF TG Y 45 & « £ 5K [ & 1E
HZ(r 433120 0.43.0. 45.0. 52 F1 0. 62, P< 0.01),
5 FBG2hPBG  HEAL L2155 A 2 (A ToAH 5 .

& b 2 RO RS 4L T i AR 41 Rl o A AL PN (KRR N ot B4
B % (Hi) 35/27 11/8 12/ 8 15/8 11/9
BMI (kg/m?) 25.2%4.3 24.3%2.3 25.0%3.2 25.213.2 22.343.1
FBG (mmol/L) 9.312.4 10.814.3 10.2%1.4 11.1%4.9 5.310.6
2hPBG (mmol/ L) 13.8%3.8 14.1%3.1 14.91%3.6 14.3+2.7 6.410.54
P& O 9.2% *1.8% 9.3% 2. 1% 9.3% X2.6% 10.3% %3.3%

TC (mmol/ L) 5.6%0.8 5.3%1.1 5.6%1.1 5.8%1.0 4.1%1.1
LDLC (mmol/L) 3.1%0.3 2.9%0.8 3.7%0.5 4.6%0.7 2.1%0.7
HDLC (mmol/ L) 1.1%0.2 1.27%0.2 1.0%0.2 0.97%0.2 1.3%0.3
TG (mmol/ L) 1.7%1.3 1.7%0.9 1.8%0.8 2.0k1.4 1.2%0.7
JR Alb/ Cr (mg/ g) 46.2%2.6 23.9%1.8 50.9%2.2 76.9%3.4

e e (mmHg) 137.3%19.0 131.9119.2 126.2+12.7 138.4121.3 106.2%11.5
FFikE (mmHg) 79.918.3 79.2%9.3 82.2%10. 3 84.61+9.2 70.6%7.5
sICAM-1 (Hg/L) 501.7 £94. 2* 423.21118. 6" 568.2+102. 7% 673. 3 £46. 5% 312.5%57. 4
vWF 102. 2% £49.5%* 76.4% £42. 6% " 132. 5% +58.7% 165. 2 £40. 3% 63.3% t34.4%

aN P<0.01, SXBALE; b P<0.01, 2 BRI S 4H A LI .
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