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Mitrakul C. Studies of a bleeding diathesis in children; Chula Med
J 1982; 26 Suppl : A-122-A-132

Initial diagnostic approach to bleeding disorders includes
detailed clinical history, physical examination as well as screening
hemostatic tests. For more than ten years, by such means, a new,
distinctive bleeding disorder has been recognized among Thai
children. The study was carried out in 24 patients in Pediatric
Department, Chulalongkorn Hospital and the result was published
in 1974. The disease is characterized by an acute onset of
spontaneous, generalized ecchymoses in apparently healthy ones.
No relevant clues are obtained from either one’'s own history or
family history. The physical defect confines to the painless
cutaneous lesions, though epistaxisis demonstrated in some cases.

The positive hemostastic tests include mild to moderate
eosinophilia, prolonged bleeding time, positive tourniquet test
and abnormal platelet functions.

It is a transient problem and appears to be a self-limited
diathesis of unrevealed etiology. Since it is accompanied by
eosinophilia it has been later named “ Acquired platelet dysfunction
with eosinophilia.”
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