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Antiphospholipid syndrome is an autoimmune disease which can cause prothrombotic disorder and can affect
both the venous and arterial circulation in any tissue or organ. Another clinical manifestations of the antiphospholipid
syndrome are obstetrical. They include the unexplained death of one or more morphologically normal fetuses at
or beyond the 10t week of gestation, the premature birth of one or more morphologically normal neonates before
the 34 week of gestation because of either eclampsia or severe preeclampsia, and three or more unexplained,
spontaneous abortion before the 10t week of gestation. Currently, the diagnosis of antiphospholipid syndrome is
according to 2006 revised Sapporo Classification Antiphospholipid syndrome Criteria (also known as the Sydney
Classification Criteria). The consensus is to treat those who develop thrombosis with long-term oral anticoagulation
therapy and to prevent obstetric manifestations by use of aspirin and heparin. In this article, we review recent
advances in antiphospholipid syndrome and allow clinical physicians to further understand the disease. This may
help clinical physicians to make correct diagnosis and appropriate treatments. (J Intern Med Taiwan 2019; 30:
264-272)





