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Abstract : Evidence of endothelial activation in B-thalassemic plasma obtaining

from Maharaj Nakorn Chiang Mai Hospital

Yuttana Mundee**, Tarit Naksawat** and Singkome Tima*

Endothelial activation is predicted in [-thalassemia especially in the patients who have undergone
splenctomy. The degree of such activation can easily be examined by measure the levels of endothelial
activation markers in the serum or plasma. Some commercial test kits for endothelial activation marker are
available using sandwich enzyme immuno assay {EIA) as the principle. This study aims to examine the degree
of endothelial activation in patients with b-thalassemia comparing with normal healthy control subjects. The
specific endothelial activation markers assayed was soluble endothelial selectin (sE-selectin) and the
non-specific markers was soluble vascular celi adhesion molecule 1 (sVCAM-1). These markers were highly
expressed during endothelial activation and detectable in the serum or plasma. Twenty control and 20
[3-thalassemia plasma obtaining from Mahara] Nakom Chiang Mai Hospital, Faculty of Medicine, Chiang Mai
University, during December 2001 to January 2002 were determined using com.mercial test kits. The mean *
standard deviation (8D) of sE-selectin and of sVCAM-1 in control plasma were 25 * 10 and 542 % 85 ng/mL
respectively and in 3-thalassemia plasma were 110 + 54 and 1,559 % 859 ng/mL respectively. This was highly
significant difference (p < 0.001). The finding showed a clear evidence of endothelial activation in patients with
B-thalassemia and also indicated that endothelial activation might play an important role in the clinical presen-

tations of B-thaiassemia syndromes. Bull Chiang Mai Assoc Med Sei 2005; 38; 124-179,

Key words: [3-Thalassemia, Activation, Endotheliam, sE-selectin, sVCAM-1
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