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Abstract Immune thrombotic thrombocytopenic purpura (iTTP) is a life-threatening immune-mediated
thrombotic microvascular disease characterized by severe thrombocytopenia, hemolytic anemia and organ ischemi-
a. Although therapeutic plasma exchange combined with corticosteroids is the main treatment for iTTP at pres-
ent, some patients still suffer from treatment failure and/or relapse. It is urgent to solve this unmet medical need.
Caplacizumab is a novel nanoantibody that binds to the A1 domain of von Willebrand factor(vWF) and specifically
inhibits the interaction between vWF and the GPIb domain of platelets, thereby reducing vWF-mediated micro-

thrombosis. In recent years, many studies have explored its clinical value. This review will summarize the latest

progress and treatment recommendations of Caplacizumab in the treatment of iTTP.
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