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Abstract

Previous basic studies iz vitro and iz vivo have shown that recombinant Fe-fusion factor ()
VIII (rFVIIIFc) could induce and promote immunotolerance due to increasing the number of
regulatory T cells, thereby reducing antigenicity to FVIII. Therefore, immune tolerance induc-
tion therapy (ITI) is expected to be effective in patients with hemophilia A and FVIII inhibi-
tors (PwHAI) , aiming at eliminating the inhibitor. We experienced 3 pediatric cases of PwHAI
including high responder on ITI using rFVIIIFc. Two of them had successful ITI and one had
unsuccessful ITI, which appeared to be similar to the success rates reported in domestic and
international studies. We suggest that ITI using rFVIIIFc would be useful.
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Fig. 1. The clinical course and change of the inhibitor titer in case 1 treated with I'TI treatment.
Abbreviation: rFVIII (Fc) ; recombinant (Fc-fusion) factor VIII, aPCC; activated prothrombin complex concentrates,
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Fig. 2. The clinical course and change of the inhibitor titer in case 2 treated with ITI treatment.
Abbreviation: rFVIIIFc; recombinant Fe-fusion factor VIII, rFVIIa; recombinant activated factor VII,
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Fig. 3. The clinical course and change of the inhibitor titer in case 3 treated with ITI treatment.
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