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1999 | (<1% :31) (35%) (42%) | (16%) | (19%) | @ EBiX
678
URA - 1996- 22 4/22 313 113 | 213 378 3122
2002 (<1% : 13) (18.2%) | (23.1%)' (8%) | (15%) vE=A=]rS (13.6%)
678)
J—IRAIFS 2003- 17 0/17 0/15 015 015 | BEZET 017
CRBRT—H) 2005 | (<1% : 15) (0%) (0%) (0%) | (0%) | CoBE (0%)




DORIA M 1993- 24 1/24 110 0110 | o0/10 378 0/24
CRRRT—5) 2000 | (<1%:10) | (4.2%) (10%) 0%) | (0%) | &EBIL6 (0%)
7 8)
38, BATOMBERRAIC DNV TOREDREICHNTE. XIRE URERIDOPICED

BDBFEFDENISHHENC O, ZNZNIRIZ UL TH D BRI ERIIRHE THDEDD.,
PUP s DMRBEBEEICHINVT, @ﬁ?ﬁ"ﬁ?ﬁz;@ﬁﬂutw\’(‘(/tli& —DREREHEEIIENE

DTIEZBED > IZENDRED DD,

B FRRZ B CMBHREEDO VEEY—RERDT —YZRDFICIE. CNoSRBE

DB TIMRIBEBDBARIS
INA P REBRUEN T
THFFNICEBREE TEDEDOTRENCEZERB UL

EREY LN
HY. EORBICIEISSE

Pnidssa

DBEMRNIMWETH D,

3. AV —DORECEEEREIIBRICONT

SEREFOBSDHDBESNTNDEND LB EDS,
NC&, FE. adzeREyLET— 5’:6 SUVESH. EITDL)

CNHEDOT—HDHTIL, @%@Fil_%%@l;lé%b‘?ﬁ%c‘:lgb\b\éﬂ WBDT

3.1. %%L&”@g 2)16)21)30-32)
3.1.1. EEE
MEHBEDOT Ve —ORECIE. MRBRAERIDTINPHFEOEREMN I DS N ENYERE
éﬂ_Cb\éo 2)16)21)30)
Gillld, 1S —BBEDH 80%IIEE 1%KBDIEE (BIE) “C 15% D' EBVRF 1-3%
DIEBIC. 5% D EMRTF 4% U DBETHHOIEERSELTND, 2
&4 1977 D5 1998 FFE TIC UK TERESNZ 17 B EY —ERICZRL 31 DS IRM)
MAE A BfF PEEAE ST 58
(1%K) (1-5%Kwm) (5% 1)
SV A 857(81.0%) | 1032(93.0%) | 2682(99.1%) | 5621(92.5%)
1o -0 | 201(19.0%) 78(7.0%) 24(0.9%) 457(7.5%)
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1 b0 22 ;%1 179(21) — 179(21)
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IREURER 243(1.5) 669(6) 912(5)
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[FBBSDTIEEN, MFRNDDENDIRROE LT DMEIC DN TIFIRERZSINTND
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Figure I: Cumutative incidence of inhibitory
antibodies against clotting factor Vil accor- s
ding to number of exposures to clotting

factor VI for four categories of age at which

clotting factor VIl was first administered. < 0.5 years
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1.0 to 1.5 years

Probability of inhibitor development

> 1.5 years

20 4 80 [ 100 120
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