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Successful Treatment with Low-dose Rituximab in a Patient with
Plasma Exchange-refractory Idiopathic Thrombotic Thrombocytopenic Purpura

Kyoung-Hwan Song', Junshik Hongl, Hyunjung Hwangl, Eunkyung Kangl, Jinny Park', Jeong Yeal Ahn’, and Jae Hoon Lee'

Departments of 'Internal Medicine and ZLaboratory Medicine, Gachon University School of Medicine, Incheon, Korea

Thrombotic thrombocytopenic purpura (TTP) is a clinical syndrome characterized by micro-angiopathic hemolytic anemia,
thrombocytopenia, fever, renal disorders, and neurological manifestations. Its clinical course is rapid and the mortality rate is high
if untreated or relapse occurs. Previous studies reported that rituximab, a monoclonal antibody for CD20 surface antigen on B
lymphocytes, may be effective in treating idiopathic TTP that is refractory to plasma exchange or relapses after remission. A
27-year-old Vietnamese man presented with fever and fatigue starting 3 days earlier, which was diagnosed as idiopathic TTP. To
overcome his poor responsiveness to combined therapy using steroids and plasma exchange, rituximab was considered. In the
current case, the patient was treated with a lower dose of rituximab, instead of the conventional 375 mg/mz/week, and achieved
successful remission. (Korean J Med 2015;89:709-713)
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Figure 1. Peripheral blood smears (A) at the time of initial diagnosis and (B) after remission was achieved with
low-dose rituximab (Wright stain, x1,000).
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Figure 2. Flowchart of hemoglobin, platelet count, and schistocytes over the course of the disease. LDH, lac-

tate dehydrogenase.
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