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Update on the diagnosis and treatment of thrombotic

thrombocytopenic purpura

Summary Thrombotic thrombocytopenic purpura (TTP) is a disease characterized by thrombocytopenia and

microvascular thrombosis. The disease is acute, the condition is dangerous,and the early death rate can reach 90%.

This article intends to review the pathogenesis.diagnosis and treatment progress of TTP in order to improve the

understanding and treatment of TTP among clinicians and improve the prognosis of patients with TTP.

Key words thrombotic thrombocytopenic purpura;pathogenesis;diagnosis; treatment
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