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Abstract

sm in Thalassemic Patient: A Case Report
annika Charoen MD*
mid Pornvipavee MD*

nt of Medicine, BMA Medical College and Vajira Hospital

‘Venous thrombosis is commonly found in thalassemic patients. This condition can be found in all age
| in various vessels. It occurred rarely in penile vessels. Then, priapism is an unusnal presenting
n thalassemic patient. Its etiologies consist of hypercoagulable state, abnormal thrombocytosis,
atelet aggregation and abnormal red blood cell membrane. This report presents an 18-year-old
patient with beta-thalassemia/Hb E admitted in the hospital from recurrent priapism for one month.

it revealed protein C and protein S deficiency. After managing with anticoagulant and clot irrigation,
was improved.

priapism, thrombosis, thalassemia
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Abstract
of Unknown Origin in Children: Approach and Management
wong Tantracheewathorn MD
ment of Pediatrics, BMA Medical College and Vajira Hospital

Fever of unknown origin (FUO) is a troublesome medical problem and occurs frequently in pediatric
. Although there are various definitions of FUO in children, the definition recently used by many experts
r for more than 7 days which the initial history, physical examination and laboratory evaluation fail to
| a cause”. The causes of FUO are common diseases with unusual or incomplete manifestations rather than
gases. The three most common causes are infectious diseases, collagen vascular diseases and malignancy
vely. The principles for management are thorough history taking and physical examination. The initial

y tests in all patients should include CBC with peripheral blood smear, urine examination, chest x-ray,
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