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Abstract Objective: Patients with refractory acquired hemophilia A (AHA) fail to respond to corticosteroids
and immunosuppressive agents and have severe bleeding risks. We gave a refractory AHA patient a trial prescrip-
tion of rapamycin. Method : Coagulation tests as well as activities of related coagulation factors were measured. FVI
inhibitor was titled with Bethesda method. Result: The plasma FV[l activity of the patient was only 1% ,and FVII in-
hibitor title was 87. 5 Bethesda units. He did not respond to initial immunosuppressive therapy,and twice rituximab
treatment with standard dosage exerted a short effect,suggesting refractory AHA. We tried to treat him with rapa-
mycin (2 mg/d for 3 months,and then 1 mg/d for other 3 months) , his bleeding episodes disappeared with normal
hemostasis restored. After a second course of rapamycin, the patient had completely recovered.and remained in
good health one year after discontinuation of the drug. Conclusion: Rapamycin is a new safe and effective immuno-
suppressive agent. It is the first report that a patient was cured with rapamycin who was refractory to standard im-
munosuppressive treatment.
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