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Catastrophic antiphospholipid syndrome is an uncommon autoimmune disorder with multiple organ
involvement due to a widespread thrombotic process. The patients with catastrophic antiphospholipid syndrome
represent less than 1% of all patients with antiphospholipid syndrome, and they are usually in a life-threatening
medical condition that requires high clinical awareness. The direct precipitating factors induced catastrophic
antiphospholipid syndrome include infection, trauma or surgical procedures, neoplasia, lupus flares, obstetric
complications, wafarin withdrawal and drug administration. In this multiple organ failure associated disorder, the
mortality rate is around 50% with the use of anticoagulation therapy. Early diagnosis and adequate treatment
by anticoagulation, steroid, plasma exchange or intravenous immunoglobulins is important for control of the
disease's activity and decreased the mortality rate in this disorder. ( J Intern Med Taiwan 2009; 20: 335-343 )
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