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FEARIEE T L~ 7 ADOER &R AT, AT~y X2 a2 e b COLT Z27%E Lz
LA, EIMtiodie k COLT IgG kDA N b vl=, COLT b MuBA IR~ v 22z
L7z~ 2D IgG Hilk & JEe N G LT & 2 A RS RIEREIC IgG HFUADRRIR LS 135 w%m
72o COL7 & MbfuEReE~ A&Ek L, it b COLT HURFEAZFHR Lz~ v A XL ik
JahE 21T > 7278, Hie b COLT PUREASKIBITBIER TE o T,

WFFER R OMEE (3530) : We tried to develop an active disease model for epidermolysis
bullosa acquisita which produce IgG against human type VII collagen (COL7). Immunized
wild type mice with recombinant human COL7 protein with adjuvant produced high titer
of anti-human COL7 IgG antibody in wvivo. We injected those IgG in neonatal
COL7-humanized mice intraperitonealy. We observed the linear deposition of IgG at the
basement membrane zone. To develop an active model for EBA, we generated
immunodeficient COL7-humanized mice. Splenocytes isolated from immunized wild type
mice were transferred into immunodeficient COL7-humanized mice. However, the
recipient mice produced no anti-human COL7 IgG or developed no skin changes.
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VII M =aZ—% (COLT) x7 v h—=Y 77 T4 T IVNVZRET D & TRERKRNPELS &
14 7T VVORRS T TV, KEBEZN L TERE BExbTWh, ZhETIZCOLT TRELET
CEE L OBEEONE E D E B LR R vy MMME (Sitaru C et al. J Clin Invest,
HTh D, COLT IZxf L TRE RGEEFUSREL 2005 ). HDH T~ T A% COLT TEHEMRE
5L, HORERELTh D% RIERBKEE T HEBRT, RETAKEEZFHEHKT S EBAET
(epidermolysis bullosa acquisita: EBA) A3 %JE VNS S TS (Sitaru et al. J Immunol,
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manuscript in preparation), ZDET /LT
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BTNV THLNDHRERIGIE, ¥ 7 A0 COLT 43
FEERE LERIGT. 272 56T LY EBA BHEIC
BRI BEICHIRLZET VTRV END
IR BT, Fali, WFEREEZ LD 7L
— 73, HOSEREEOENTURZ & Mb
L7=~v A& E% L7 (“Humanization of
autoantigen.” Nishie et al, Nature Med,
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H O EREIICHATRE TH U . SERk 18
FLI9HEEICBIT D ZOHROMEIZLY | &
57212 EBA OFERHURE TH 5 COLT = & b
ftL7= COL7 t Mt~ 2ADVERIZHKI L
7= (Ito et al. Am J Immunol, 2009), L Fod
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