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2002 Q9 (37%)
riFVill 4/11
(36%)
Goudemand | Pd(vVWF) 1988- <1% 7/62 - 3/62 F10 -
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Figure 1 Cumulative risk of inhibitor development—comparison of different PUP studies.
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FrICRELEI VEES =)
Schwartz 1990 rFVIll 86 1
Aygoren-Pusun 1997 rF-VIil 39 0
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=11 307 1
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678
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x5 ABRECEIDIRSE

BEMR | AR | POUAR|AIVYEES |EPIDUA |1 VEES
RABE | —REBG) | PAUBDA|—OREB|RZPAUN| —DEREHY
E= DEER (%) ADESBE | (%)
XBEL FOZNXR 89 25(28) 10 5(50) 79 20(25.3)
D5« THER
Recombinate 69 17(24.6) 10 5(50) 59 12(20.3)
PUPs 5158
Kogenate PUPs 63 17(26.9) 8 4(50) 55 13(23.6)
ait 221 59(26.7) 28 14(50) 193 45(23.3)
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#*6 MKRBABEICHIZEBRYITEAVEEY-REX

BEEDI1T Bonn(533 1)(%) HAMSTeRS (1,022 BI)(%) | 5t(1,555 B} (%)
AR%E 15(33) 86(42) 101(41)
mEEATY 3(100) 23(87) 26(88)
BB XAY 12(17) 83(25) 75(24)

| YUY RER 45(42) 131(34) 185(31)
ET] 21(13) 61(18) 81(17)

R 24(33) 70(42) 104(40)

1> R0 2281 179(21) — 179(21)
INVRERIEA 41(15) 115(16) 156(16)

i PFvEmR RIS 35(17) 88(19) 123(19)

| PFUBGES 6(0) 27(4) 33(3)

[ T2V RER 243(1.5) 669(6) 912(5)
C1/C2 R X1 UFH 187(1) 431(4) 618(3)
C1C2 FX1Y 56(4) 238(11) 294(10)

2 TS54 ABIER 10(0) 21(5) 31(3)

E5IC Astermark® 3. BEDRERMEIGET IL-10 EIEF (allele134) ODTOE—H —48

BEAVEEY—RECORBRERIR UL,

315 IAaYELTSYRERF (VWF)
MICEREEIDIREBICHNTIL VWF DSEDEBEICK>TIY
Y —DOREICENDHIIUEMEERT SREEHD.
VWF [ A% VIl BFREDIBESMITHD C2 R X1 VICHEEIT DN, COTENMD
KEETROHSNIE. VWF ICKDE VIl BF 1 VS —REDIIFIMREZFHB\IITDIEDE
EZ256ND, LOURDS, VWF BERTY YEES—REICKEEREI ELIEZSNT,
MEBBRRFDOPICIE VWF ZEDRED|HDIEDD, 1 VS —RECEEIDINEDSH
[FBES DTN, IHMRDIBDDENDRFDODEEZDIEFICDONTIIRERZ SN TND
BRIETHYD, RIPIDICESSBDIRIANUE THDEEZD(Goudemand’™ et al. 2006

FEVRFD VWF #5585

ftb).
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Figure 1: Cumulative incidence of inbibitory
antibodies against clotting factor VIl accor- s
ding to number of expasures to clotting

factor VHI for four categories of age at which

clotting factor VIt was first administered. <05 years
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