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Evidence of platelet activation in the plasma of patients with

[3-thalassemia major
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Abstract

In vivo platelet activation is expected to be seen in B-thalassemia major especially in the patients
with splenectomy. The degree of such activation can be examined by measuring the levels of platelet
activation markers in the plasma using the principle of sandwich enzyme immuno assay (EIA). The aim
of this study is to determine the degree of platelet activation in patients with B-thalassemia major in
comparison with normal healthy volunteer blood donors. The markers assayed were 2 specific platelet
activation markers of O-thromboglobulin or platelet factor 4 (PF4) and [3-thromboglobulin (BTG).
Plasma samples were obtained from 30 healthy donors and 50 patients with 34 non-splenectomy and 16
splenectomy of Maharaj Nakorn Chiang Mai Hospital, Faculty of Medicine, Chiang Mai University
between 30/10 to 27/12/2002. The mean £ standard deviation (SD) of plasma levels of PF4 in controls
and patients were 61118 and 8814 IU/ml (p<0.05) and of BTG were 190151 and 263+41 1U/ml
(p<0.05) respectively. In non-splenectomized and splenectomized patients the PF4 levels were 86114
and 93111 [U/ml and the BTG levels were 256140 and 279341 IU/ml (p<0.05) respectively. This
finding showed a clear evidence of in vivo platelet activation in the plasma of B-thalassemia major and
also indicated the higher degree of such activation in splenectomized patients. Therefore a prophylaxis
with prescription of low dose aspirin for inactivation of platelets may benefit the patients especially in
the prevention of thrombosis and thromboembolism.
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