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in vivo deposition of IgE autoantibodies in
lesional skin and disease course in

bullous pemphigoid.
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Reine Moriuchi, Wataru Nishie, Hideyuki Ujiie, Ken Natsuga, Hiroshi Shimizu.
In vivo analysis of IgE autoantibodies in bullous pemphigoid: A study of 100

cases.

J. Dermatol. Sci. 78, 21-25 (2015).
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ARIEHEFEREIEIZ OV T

tkiﬁwrﬁmﬁ@f MECT A VAR EDIRIFIR L > TE 7, ITFEDOES
DHERIZE D, ZNOOIFFEEROFIHN S HRE R L 720 | HiOIER N E0H i
Atobﬁbﬁmg FmOERITACZRZY L LRI 5 B Oz METR B O RIE
BHEZBMSETW5d, REICOECREEERDGFEL, TOFTHLEEEREES
R D WITREMBERES X X7 kT KRN RIS, KBRS
OLAEELDIHENTFET D, TN EEHOREEKBEEE VNS, ZE TOERERHE
WOMZEIZEB N T, $x OB CREEKEEDO B CPURN 6 S, £ OFRIE A
T = R LDIENT NI Bl RIB R GTIEDORBIC OB N> TS, LarL, BIEDIE
BIRTEIEREAT o, ROEEELENFER LT, B> TIRAT
HEVENELDHZENZY, 2D, AT A REICKZ5EIWEHA CEEZRRYEIC
ALY, BHREICEVEINLEARZRERS S, BRMICTHREEBELLIED
ARRERH Y, AT A FIRDLDEHEHO DR WIREIEORBE R RO LTS
FOLHYRP T, HOHEOEAZMAHE /7 0 —F L D20 Hilk (VY F <)
REDOFRIBFENBRIN, EBEICHREE EIFTWD

AIEFE KIIE (bullous pemphigoid, BP) 3% KIEIZAE U 5 B 2% M AKEE O
RENERTH D, BRIKIERE LTI RFOREITE D FELZ MO FEMEALEE O H L
TR H EHEVTAE L 5 el i) KRB O B M KIE . 2R S5NTAEL LS AN S
Fohsd (¥M1), I 70 R EOEImEICZ Abnb0, HFEES/NRIC
ELDHZELDD,
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1 AREREREE OB R ERE, FEEAENLIHE. £ 0 LICBHEEOKE
BLXOUOLABREL TS, BWNELEMHD,

BP DHEA T = XA DOEE A2 DL FIZ AT, WA O T EIXERERKERH
(dermal-epidermal junction, DEJ) TH 5 (X 2), XLZIFIMKEH K, BELIFTF
REHRTH Y, —BAEOETIERV., ZOME ZHEET 572 DI ITE A E D 2
HETH, ZNEANITAEY =L VWS, ZOHEMBEEICHCHTENSEES L, RIE
DEEIND ERZEERDOBOBEEPEFE L., DWIZIZZEN O OMICHERR A L,
FINWCERLZTARKENREL D,



L4 —— S X -, O i e,

X2 : EREELBOMGE, RRIINRELSR, ERIITRHRELARTHY., 20O
ZEAEESTHLHEE, ~ITRAEY—ALIXZDE] IThH B, BP OIREDEEEIZZ D DEJ
Tbh b,

SHIZDE] ZHINKBETLE, TR DOLDO THEBEEEZ L TWDLZ EBbn
5 (K3), 2O F+RNEMICKEAE N, RELERZEELTVWD, 20605
Fof T, BP BEFIMIET O H CHARIZ BP180 (B4 BPAG2 & 5\ T XVII Bla 5 — 4
>, COL17) 3B XU BP230 (B4 BPAGL) TH D, Friz. KZE D BP BEIMEFDH
S PUIRIE COL17 @ non-collagenous 16A (NCI6A) KA A VZHEF LT 52 LN bN
TEY., ZOEBICTFEERFIFEIE F—FRNHFEETDIEEZLN TS 2 (K4),
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X4 : COL17 DR, NCI6A FA AL VIZEFERPURIE h—RNEETIEEZLLN
TWb,

WIZZINETRBINTE T, 16 HEPUKRSOHMEZ ERKE L, 370 1L TO
BP DIRIEA = X LIZOWTHBHAT S, I T L2 tdbinnsd (M50~
@)

DU o RERMEA LTz, 1g6 B PRI COLLT, &;Zw\ 1% BP230 (A

@F D1, 1g6 HCHUED Fe HiH 2 & 5 Mk A% ffﬁﬁmwf*/\b /%Wlm“é
@FNN MY T — L7720 MFFEEke & D% f“-fmﬂ’ﬂ/xﬁ“iﬁwiéhljm TRIENBX 5,
@HEFERENE S, RELEENEIRNTERE FARKENERIND,



5 @: REMBREPEEIND,



| McMillan and Shlmlzu, 2003 | . o "“
M5 @: RRLEKOEEEEPHWEI N, WMEOMICHEN 4 L TRETAKEDN
T& %,

TR FHEME CRBEREOWRELBET DL, REEERDGBEE ZITHED
RETKEOEKERDZENTED (M6), FEEL TWRWHSZILRKLTHRD
<‘: DEJIZHE L WIFBREK DIRTE D A AL, ZBRAMNEL TS (K7), ThRE5H

WCHEIT T2 RLEEED DT 2, BEREEZH O E® TR EREIE (direct
immunofluorescence, DIF) #1795 &, LI’ AR LEA N =X L EELITHDO LD
(2. DEJ (T IgG B PR L MR C3 DILEFEEBET HZ LN TE D (K8), b, H
SEPUARTE D Tl LT %R 5,
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M7 : RETABODROREMME, DE] ~OSHOFMKOBELR LN, 2N
EHAEE TS, BESBEICRS L, BEEEROERBINND,

X 8 : WEKEZ H\ = DIF ®Fr ., DEJ] ~D (a) IgG B EHifk (b) C3 DR DOIE
EVRBEINS,
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BP OHEALR KL OFEHERDO A Iz OV T

ik X512 BP OERKREER & L CITALEE, K, O ANRZEITFT 5525, BPIZIX
— W BPICHR X 72 W NS 5, 20— O0nFHIEHEKEE CTH S (M9a) % FHEIME
FEIZ LD | FERIZTRNE D FEE VB MEICRIE T 2 REEI MR A 2 IR E T AN
H DN, FEEIMEERAIE L OFEEMEEZ O RNEERIL TR Y, 12N E CRE
PARBIETH D Z EEZRDOPNRWIGEELH D, FEMEALEE, OV A - KB H
SETETR Y, b O o L LT, FLEERMBEREENET oD (K9b) T, &Y
DO, FEETIE R WEBEABES EROFR T, 2N UH A - KIEER B 727
W, REINSGOHBTOL A KEERPEE SHLVDONIAHTHD,

- = % qll. o & ol 3 O
= X R . i‘- o - =

4 ." - T ol ] i \

g NSVl S

-

X9 :BP OEERE, (a) EHIMERAIE, BWEHEESICHEU L, MOWEELZES
HHERENREERTH D, O)ILEEREREE, EFCEBEARI LMD, WT
OO A KBRS EILZRY, (b)) IXXER 7 ORI LY 5 H)
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Fo. BPIESEMEREICE LTI EnmonTng (M1 0) °, M
FEIXEN R RIEEAMIETHY . BITHEMICZ T TWEM A F LIS, BEfM
DS % £F 5 AEER BN HE T 2R B TH S, Th1T Mijgz Pl & LI ndns
ZHNTHEY, The MilaZ N3 2EMEREORENBEINTWD BP LITRe R
HWREFFOS Z2EBP BRMICAI LT Vo, REFEE 2D ECIEF I BB
WELGTH D,

P o W N A
T - M
b

10 :FEMEERIZBP BEH LM, () BEHICBELADA{LHABENLRE L T
%, B ABRFT 2 ICR OGNS, (b) ALMELRD ICBREHEKENELTTWS, (3L
8 DX EHE)
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AKIEHEREEICBIT 5. IgE B OHUKRIZOWT

L FBP OS2 LT Ig6 A OHUR & MR EERDIRIE A I = X L&k,

— T, AT LY BP BEIMIE T O IgE EREMEE R THANL NI & BNRBRIIC
H BN TV, S HIZBP OYIIRAED . IgE BWIRRRICIRS LT 2z ICEE LT
iskk, BRI CHL T E (K1 1) 756, BP OJFREICIE 1gE H hutiR B3] & 7>
ONTEBLTHEELTWADO TR, EBEINTE R, T4, HLCOL1T IgE A EHUARMN
BP OJHREIZEI G- L CW A ATREMEZ RIE T 2 ENHKR W TR Y »1 FEEICEE MG
Pl COLLT IgE A O DOFIENRE 7 v v MESS, BERM A 0% WS R AL
(enzyme-linked immunosorbent assay, ELISA) IZ XV REFR I TWVW5H " ELISA
THIE L7251 COL17 IgE BOHIAR DO ENZ W& | BERIERANEEIC R DTN E VD
wMELHD P, IgE HOHKOHRBA~OEENRE LRV 205, L EREOEY
ETF VBB ENTWS, Fairley HIIREARE~ T ATH D SCID ~ 7 A DEFHICIE
e NEE AL Liztk, BP EBFE MG LR L7-PT COLLT 1gE H Pk 2 Z D~
AT AL, MLt MEEIC BP OWEIEZICEEI L. R ERE M0 2
fERECLHZ a2 LI (K1 2) Y SHICHKRETIE, fte b IgE £/ 7 v —F 1
ik (A~ X~=7) AW IgE 2 E L, TOEZED S5 &0 9 IREERIE
HEEZONTEY, ZEREICRGRERZGZHRELHD (K1 3)

DX D IZIEED BP OMFIEHEIRICI VT, IgE B APUADIHRE~DOE BN EM I
HEITHRoTETWD, LnLenb, REBPIZEBIT D IgE A CHUIEDHIIER
T &V LTV, AT, Z3ILE COMFIEILELMIGEE MW in vitro D%
DHLOBIFEAETHY, EEOEKNIZEIT S gk BOAEORE ZBIL L, K
AT RSO TB IR FOE & OB A fENT L2 in vivo D RDOIFZRMEITWEZDHICE VxS

17-19
o
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E IR BP
X111 :ZZL BP ORBOHEK, WIFhWbFEMHEOIHEEZEL, BELEZART
HbH, DO, BP OFIEIREIT TERBELR eI b,
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12 :@@SCIDvYADOEIDICIERL FREEZHE L, Hike b COL17 IgE Hiik % #
5452 HEANRSBERIZELL.BPOMHREICEE LEZFFREZE L, (b)
XHBT 47 arbue—i, TR 10 DREZHE)

s ki "

X13: ﬁt}‘IgE%/ﬁD—ﬂ‘ﬂ/ﬁﬁi 2“7)7\77 L5 IgE%gg@&Lt%ﬁﬁ
BRE, (BERT, O)#E5H%, LH, CLANHEEBL, BbRKEL TS, (X
Bk 16 DX % H%E)
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AHFED B K

kD FIRE OGO — A 9 X< A EF & 1% BP GEF] 100 B DR S &
AR TO IgE H PR DILE & BRIRPT AL, IaRERE & O BE O 217 - 7=,

AT D KR

AWFFEIZ L0, BP RE OIRE R JE 4 AV 7= DIF Tik, 18%DJER| T IgE H EHiik D
WAEMNDEJ IR 6ND Z EnH -7, F£72. in vivo TO Igk A HADILAE L, BP
DB E T 5 & S5 ELISA OEC RS E & HE L Z2nwWZ &, 2L TDIFIZE
WTC Ig6 HEPURDIEENA LT, IgE B OHUKRDIEE T 2IEHFITIE, OB A K
TERKDME D & 72 D IE MM A 20 B R &2 29 5 FIREME S RIR ST,
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B

AXPBIOKPTEH LIZKEEIZIUTO®Y TH S,

BP, bullous pemphigoid

C3, complement component 3
COL17, type XVII collagen

DEJ, dermal-epidermal junction
DIF, direct immunofluorescence
ELISA, enzyme—linked immunosorbent assay
FITC, fluorescein isothiocyanate
HRP, horseraddish peroxidase

IF, immunofluorescence

IIF, indirect immunofluorescence
NC16A, non-collagenous 16A

ssIIF, split-skin indirect immunofluorescence
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KB ITIE

£, BPIEBIORIH £ TEHR AL, BETOBRMIER 2 BP TH L LBZWT 52 &N
KWL TIIARFI R TH D7D, TDODOREFHI R TIEwICOVWTERE L, &
#EIX 3o, 7406 DIF &aehiiR#7E (indirect immunofluorescence, IIF).
Z L TELISA DSHWGH LT,

DIF

DIF (X, MAKB CRETVWDIZLEZTOEEHRRLEIELIENTE DD, 2
WricZ OO TEETHLIOARLT, HEOBEMIZLARAIRBREELE VL LD, L
T, ToShtEErT (K1 4),

AR THRETT HMEM L 7200 % 5 RIEFOWRELZEIT, RIS N7 ABEEEKIC
LI —EIZL A, 24 BEEILANIZ optimum cutting temperature compound (Muto
Pure Chemicals, Japan) I Z@#H L, -SOCTHRE L7=, Z VA RAZ v F THIUIEKL
YE#L 1T . fluorescein isothiocyanate (FITC) THEFK L7~ TiLD 2 WHIEZ K &
B, F UL 16, IgA, IgM, C3 D DEJ ~DILEEBIE LT,

ER L7 2 REUKIZLL T D@D TH 5,

: polyclonal rabbit anti—human IgG-FITC (Dako, Glostrup, Denmark)

E

: polyclonal rabbit anti—human IgA-FITC (Dako)

E

IgM : polyclonal rabbit anti-human IgM-FITC (Dako)

C3 : polyclonal goat anti-human C3-FITC (MBL, Nagoya, Japan)
FF0 4 MO 2 PTIARIE phosphate buffered saline T 100 f5IZ# R L 7= D b )

BEARIZEI L, 37°CT 30 43, BT TG S /70, WEEHE. AL mounting medium
(Thermo Fisher Scientific, U.S. A )IZ X D E AL, #OLBEMEE I X 288 L 7=,

18



BEORELIE DRI,
HOEADER

it FlgGhiis (FITCIERK)
R S, BRI E
THIE

bt FIgGhifk (FITCEERR)

K14 :DIF )R, KiXIgt BEOHEEZRHTIBEOH TH D, OREKE % HE
L. Z7UVAR%y F THIEARZER, @Oftk b 16 Hifk (FITC ) %2 EUIEARIC
W, RJh&E, BEgE A UREHEME cCEERT 5,

IIF

DIF NAEERNTORIEZH D in vivo DFREFHETH DOk L, TIF [ ZEFH MjE
ZHWIZ in vitro D FETH D, AWV EUEARITBEE ORELE CILe< . EF
t NEETHD, BEMELZEFE NEBIZRMNTHZ LI12X 0, COLLT & 5 W\
BP230 ([ZHBFHH RO BH AHUAD K AT 5, Vel L7212 DIF L RO FEZITV, #0Ok
BMEE CDEJ IR O E 2 BIRT 2 ik v, BFEMBEPICECHERZH S Z &
ZAEAT 2N TE S (K1 5), BEFMHFOMRERICLY, CRIFEDEDH
CHERGEN D0, PLEEMICHRD ZELAETH D,
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BEHEOILE D
PR DENC S

‘. \W(-ZZ%_%GDI.gGE RE7RE ;

]

Pl bleGiits (FITCEEZ#) %
IR &8, SN EEETEE

bibk FIgGhifk (FITCEERR)

15 :IIFOFRHE, HIZBEFELEFTO Igc B ZzRETIEOHTHL, OB
FMFELHERL, OQEFE NEBOBYWHAICHEMT 5, @F25L. MFEFO Ig6 B
CHLR A COL1T 3 AT BP230 1TSS T 5, @Hit b IgG Hifk (FITC =) %2 #E4)
BEAZHM, Kt3E, WHEBRSALELHEMECBEE TS, BEMBEFITBP OB
CHFEICKT2HERE TN TONIE, DEJ ITRROBERBETX 3,

[IFWZIIEERSH D, EFe NEBEORKEBRZANTHICHBESE, Zo#Y)Y)
FaEFEE L9 5 H1ET, split-skin IIF (ssIIF) E &5, IMBHE/KICER B MK
a2 4~4 SEFMIRIET D &, NLMICFEKELZ L EEN laninda lucida, BHE TH
B9 %5, ZOH4 . COLLT X° BP230 & W 7= BP O FEHUFIZE RN HHT 5, 2D
7o, TOWBELI-REOHEUY R #HE L Lz 1IF, 975 ssIIF TiX, BP EF#F
MiEHF OB PRI REMIC, FRICERRZMETRMOmFIZRET S (K1 6),
ZOFEEHWSDZ LIZLY, BEHRDOBIEN lamina lucida ® LT EH HIT/FEE
THONEMEIZMD Z LN TE, BEEMOST2HR LT 5 A CREMEKEE, 72
& ZIT COLT AR & T OB KRR AKIBEIER E LT HZ ENAGEE RS, %
D BP OPZWHRKAETEH Z D ssIIF OEERH D, T ODIMIENFE > TWIER T4

20



BT ssIIF &2 30 L, ABFZEICE T DIEFMICH W, FEERICIE, 20 (FIC/mR L7
$%A[ﬁl{ﬁ;:‘fj: WwOFE EERESBELT-IER e NEEOEUREAIZEML, 37°C T 30

Oy RSO &, PEERIZ 100 ISR Lzl e b 1gG Hiik (FITC A=) =ML, ¥
M 37C T30 s S, Wik E AL CHOLBAMETIC X 28It L7z,

COL17
_BP230

BP

lamina lucida

w=— (GWE) T

\\\lllill!lﬂlll!lﬂllm l\lﬁﬂuf///

ollagen VI

WS
|—MIII and Shimizu, 2003 .M

1% K iEF 7
AIGIE /R &

K16 :ssIIF OFH, IIF L FHIIFA L THAR., IMBEATZHAVKEERLER?
lamina lucida ((ZHIE) CTHBESHAZEX b MNEEBEZEEL L THEAT S Z L0345
BThHsd, ZOFETI, BPREMBFOBCOHMEIX, REMICEET 5,

ELISA

AR LY H 12 COL17 0 NC16A fEH., 3 5\ E BP230 (2% 5 H &Pk 2 i 1l &
A[RE 7R ELISA {EIX, BP OZWHIIEFICHAEH TH 5, FFIZ COL1T D NC16A FEISIZ X35
IgG H PR DOHIEM I, BRI & FHEET 57 ORBEOM R EIZHEHTE, BP
DBIZIEIRDTZENRTE RV, T D78 COLLT @ NC16A fEIRIZ %35 1gG H &t
KD ELISA TOE®RILTEFITHEM L 72, WEiX, FTIZHilkSTv% COLL7 ELISA
& v hFB L OVBP230 ELISA % v~ k (MBL, Nagoya, Japan) **?'Z v, o 7 o
Fa L @YICERmLE (K1 7)., £, 101 fFICHRL-BEELEZEREISN TN D

21



A7z L— MIRML, |IRT1REKESE, miFEF o 16 Ak z
EEIZHEG L TWD Y aryerr MERICRGESE S, EEE, R Tunb
horseraddish peroxidase (HRP) CHEFk I 7-Hit b IgGHiEZ ML, =IE T 1 EF
MRS S5, S DICHEFBRICEARERML, ER T30 oIt WLEZH
E L. index fEZ M L7z, 9U/ml R &2k e L7,

@ BEMBEERM (1014£75R)

Jarvrr  VER

- COL17 NC16AK X A >/ @

X1 7 : ELISA ®JF#, XX COL17 NC16A RA A ikt 5 1g6 BOHMEZHET S

H AN
Ho

BP & D HhH
Kat skt S o IE SN Bk o 5% (DIF, ssIIF, ELISA) IZ X W #st&h., BP D2

WrELHEZ I W 100 SEB) A BP &322l L7z, JSEBIE 2004 4E 5 2013 “E D I HREER L 7=
JEBIThH D, DWEEITREORE 22 H W, Tbb,
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1. BIRFTA (6 A BIZER. SEMERE, KO FEIXM D722
2. KIEE D DIF T 1g6 HEHEDH 50X C3 DEFM~DILENRD BN D,
3. UFoOH DL NIQ%EW -7,
DssIIF T IgG H O PUANREM, &2 W3 LM L BERAIWFIChET 5,
@7 1w MED ELISA DWW 70T, COL17 %> BP230 2%t % 1gG H 25t
R MEHIZFEH S b,
4. EFR3ZW S RWEEA . DIF THRIEHE O REM, & D3 M & E R AR
I 16 B EHUERN C3 DILENH D,

<t >

BEMBEREOLNR2WEGE, LTFO 4 IHE ORI R Y, 3 HEAZWMZEXE
WHDET B, 7272 L, DIF T 1g6 HEHED CIDODWTNNDILEMN DEJ IZ A,
5N ENHIETH D,

O 70 ¥ L E

@ ZFEMEHERGE N 722 &

@ FEBIRER RN &

@ BB NAKIERE D EAR TRV &

IgE 7 7 A @ DIF

LEDOHETB BEEZMH L2 2 AT, DIFIZE D IgE DBEZIZHOW TS,
BB OZWIHEAEIZHI Y BP EFI ZFhH L2k, £ b ORER] T IgE B HUEDS DEJ IC
WAL TWD), BIRERRT, AN, oRE /a7 ) 7 I AL C3 DILE
3 Bl o s LA 72 ik CRBICBIZETE 28, 1gE OMHIXIEF ¥ L < HFFERE
WHEPNIZEDLEE RWTETZENTEehoTo, THIEEZELL IgE D&M 1g6 72
Sl LT THLR W IR ROER GV | @tk TCoORTILIZNEE &%
b, ZOZ &ix IgE ACHUARD DE] ~D kA& % in vivo T L 7o #E 2ME )
ThdrZ EIZHLEboTWALEIICEDLND, TO%E 2RIEOREZ LT =0,
RIS SE2KMERELS TR ENVANAFEMETZERTEN, 2O L5 R FIETIE?2
ROURDIERF BRI EN NS 572D Ny 7 7T 7 R BN 3 & TDEJIZ IgE
HOPUADBILE L TOWDONHARE L7e< 720, IgE HEHUAD in vivo TORMRMHIX
BEREICR Y B =iciBlbini,

—RICHIERE A WERHE AR TNy 7 7700 RE TFF 5720103, BRELZVWG
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DEE#T 2 2 RIUEOREZEEITE THIE LV, L LARMFZE TR AT 1gE B
CHUARREAR T, 2RFEIBELZ#ES T2E 07 7T RBRTFRLELEHIT
B L7ZZWIgE ACHBEOFED S HICHFILIN DL R EVIHI VLU ~vRnHo
oo b9 =2\ I VI RETFDHHEE LT KINERIRICSEDIHIERD 5,
37TCHE, MODEET2RPIREZSESED EIFRNRIEHEL R, Ny
TIO0 RNEL DI ENZNEIN TS, TZT2RPAEE 4C, A —/3—F
A N CRIGER D FEEZRD, 2 RIVEDREOFMEBRF 208 TiTo7z, 75L&, 2
WHUEZ 160 fFICHIR L, 4°C, A—"—F A hTRIGEED L WVWIH KT T IgEH
CHIAEN ZNWITHRICDE] ICTEE L TWAIERZ RW/ET 2 enTtx, 1o
DR T IgE A CPUERR MRS Lo, i, AWz 2 kbuiRIX

IgE : polyclonal goat anti-human IgE-FITC (Acris Antibodies GmbH, Herford,

Germany)
Thd, AIBOFIETHEE, BETAL, MBI X288t LT,

R, HOGHRE TG 2, BiE A, G A/ BEEE-L L (R . T4
D N S A7 BTG BRE 2SR L 7=,

X NA NA NA

Case 66

Case 3

D REHOLTUAIEOREE, NAGRRLERI 2 L

Sils NA
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IgE 7 7 A® 1IF

EFED IgE 7 7 A® DIF T IgE A CHEBEMETH - FEFNIE, BEMIEH O IgE
HEHEROENEETH S TZIEFNICH L TE W EHERI SN2, g% vz 1gE
7 7A@ IIF %k L, mygH o IgE Aok oEhzilAi/z, LarL, M1 5 TxR
L7e k% IgE O MICHEMIGH T2 Z Ll Tcawn, 8o BFEMIEFICIE IgE
HOPUAXZ U ENTRKED Ig6 HOHUADREZ 4L, 20 Ig6 H OHUAD IgE H Pk
BHERICHRLS THT20h6THD, ZORDEBREMFEICT4ED Protein 6 B — X
(Protein G Sepharose 4 Fast Flow, GE Healthcare, U.K.) ZJEA L. 4CA—N
—F A P CHIGEETIgc ZWELZOBLE—X 2B L, 1g6 2REL, 16
E#OMEEZEFE NEEOEYMERIZIHFEML, 4C, A——F 4 N TGS E7,
TrLl-ob, FdRobie b IgE Hiik% 160 fZICAHR L TA4CH—"—F A F TS
S, dOtBEMEEIC L BRI L (K1 8), Igct BFREINTVD Z i, 16
BREHEOMELETE EBICRNSETZ0bBIC, Hit b 1g6 HifRA DEJ I2ThE L 722
WZ EITR YRR LT,
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+5SEDProtein GE— AT
L A v )= AEMIEH D 1g6h BrE

% -%
LGl A% OME %
E#®b FEBIZERI

fie hIgEHifR  (FITCEERE) e R i
S, AR RS

J{‘/I\‘F‘ j‘\%a‘—ﬁ»&) -::'“‘ > - ‘-;.t::..n_‘__. T o 7 .:-'5 ;Ju
IIFIZ 295 CUAERE FEBE S

K18 :IgE 7 F7ADIIF Kk, BEMBEPFICEENDIKRED Ig6 HEHEOFEHN
FEEN7=T-D, OProtein G E—XAZBEMFIC+SEEAS L. BRELTCKRELE
DhH, @F-o7-1LiE T IIF £ L7z,

& PR E IR 35 K OB AR 1R o T

R R R T mEICRE S NT-EEEZ2HWTCEM LU, LFDO 5B L 7= 2,

{6 0% 50 B 2 [k h TR R MR A HERY - i/ NBRU EDIRIREZ S T TV L b 00, WA
DHENRLS BETH L TV DL HE,

i/ NEWR CRER M2 MR « BN TRIERTY 2 » AMZEREMZHER L T DY
AN
=

o
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BRI Coe B ARAERF - BIRR CRIRTY 2 r ARl ET M2 R L T 2546,

BI 17y A4 EOFHARE (K, BZBHRFED D WIZZEMRZEEO Rm) 72
AT AN, 1T BEBUNICEEREL2WVWI0 By TF A — MU EORIBEEZFEK. &5
ITRB O b= ROV EBEOBEFORERE & D ENELLL T EA,

PIHNEEIZ R - 4 B o vt v igr a X% — oM (40g/day L E) | 3 HHH
DTV R=vnrL25g%s (0.7mg/kg/day LLE), 4 BEIOREEDT NV A 27
v ARBOZ TV S (1. 5mg/kg/day L E), 4 IO A Y FLdkt— MRS
(15mg/week LA L), 4B OT7TFF 47V 5 (2.5mg/kg/day LA E) . 4 B D
a7 x /) —)VEET T 2 FLEE (40mg/kg/day L E) OWTFnEE L7-ICHED
DITIRENFAELTLY  BEFEOIRENILREZ /T D256,

BTV TR/NEEI X AE kg b2 7L R=y a U HE T 0. Img/kg/day
LTS E), 20g/week LT O T A V7 a_XZ ) — LVONRHICLD | Hits
MR CTETWOLADORELET, B, MEEELTAY P L E— RS
(bmg/week LA F)., 7YV F A7V 8L (0. Tmg/kg/day LAF), a7 =/ —)LEE
7 = F AL (500mg/day LLF), S 27 =/ —LVEEEE (360mg/day LLTF). 50
XX 7V o EE (50mg/day LLF) M SN TWESGE D, R/MREICEEN S,

B, ARMFEIL, ~T R EFICANDY | EEE R R B R A SRR R A i B
B20ARZRLET, 2ToSMEPLFRIZ L HFRE G THEML -,
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BP & 100 Bl DERKRET I KO, REFER, MR O R

T & A72 100 BIOWNERIZEME AT 4, ZMEB3 A TH Y | Flld 41 05 99 K iZ
b, EBHIT 2.2 Tho T,

I R AT 5,

BP B 100 Bl OERIREFRF &2 2 2 (2R 77, 90%DAEBNT I MEMERLDE, AR, TV A
RS LI RIGITH - 7, W TH 5 E IR R 1 5%, FLERE R K i 1
o, =55 MEHCIE & 0RO A%(F(E L7z,

wigpp | R | TR | S
s R HIE R HIE & PEDBP

90% 5% 1% 4%
(90/100) (5/100)  (1/100)  (4/100)

¥

N

& 2 : BP SEA] 100 Bl D EEIR VR, 90% DIEFIIZEMALEE. KE, ObAxEHKL
UTc BB IRSEFI T o 728, BB TH D REHMEERAIE D 5%, . ALBERE KA
A INTFETE LT, JHE RS HFEIL 4%72 o 7,
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DIF

BP SEH] 100 51T DIF O #iFtTi&. DEJ IC 1gG H O HIA, €3, IgA HOHIMAE, IagM
HOPUARDNZ I ZE 4 89%, 98%, 13%, 17% TikED A b7z, MED IgE B HiiRiL,
18%DFEFI T ENRD bz (K1 9), 2B, Hib b IgE HFED 16 ICRZE T
L AREMEIC DWW T, ZHOIEFID 1¢6 B OPUEDILE TR O b5 2 1gE H Ok
DWHFITRO LR, LW FERERNPOLLEL X7,

19 : DIF T IgE H 2L D DEJ] ~DILE D 4 b NI SEF DB IR, (a) FEMED
FLBEANLFE LTS, (b) IgE 7 5 AD DIF ®FTR., DEJ IZHRIRIC IgE B O HifR Atk
ELTW3S (RH),

ELISA

BP JiE {1 100 5 T3 Hi L 7= ELISA O #5 5 Cli%. COL17 & BP230 |[Z%F4 % IgG H 2 Hiik
D3, FALER 95U DIER] & 64. A%DGER] TF & H L7z, COL17 ELTSA (X, index fE2Y 2920
MHEMEE TRIA< 54 LT, 3%DIEFNIIWT LD ELISA b EtEE2 RS o7
23, 2D OFREFOZWITORIKER ., @EF MIEZ W7o ssTIF TREMIZ Ig6 D
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WWENROND Z &, OFFMHHE LOAREFMELE H\W-6E 7 2 v FET COL1T
ST 5 1g6 HOHEDRMETICHET DI L&, TNETNMHET S Z L THRES
U7z, COL17 ELISA & BP230 ELISA 28\ U b Btk Td o 72 fE 11X 58. 9%, COL17 ELISA
P[Pk G BP230 ELISA 2351 T & - 7= SEMI 1% 5. 6%, COL17 ELISA 234 T BP230 ELISA
REME T o - T2 ERNIE 32. 2% Th - 7=,

IgE 7 7 A® IIF

DIF T IgE B CHUKR2 DEJICILE N A O V= GER O Mg 2 A 7= 11IF Tik., 16

3HIDIHIZDEJ IZIEEN A BT,

e

S83%DIEFNIHHIIEE E LT, BP ITHTHEEIRGE THL L F=y o oeg &k

BB ENTZ BBEOERIIMABIE CTH o720 00, 7 65 TIZHHAERICIA L.
16 5] TIIIR% &2 Wis HIcH 3 LT,

SEBIOF i MRS DIF « ELTSA « BRIRE - {5 R4 L ORI I 312 % L 7z, DIF
T IgE HEHEDOILEN R LN EFIC SN T, IgE 27 7 A0 11F OfER L L
7,
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S I3 DIF ELISA Index 1IF Eﬁ%
Case Hoy7 S WA SEN IRV

i B | 1g6 | €3 | 1gA | 1gM | 1gE | coL17 | BP230 | (IgE) ik
1 88 F | + | + | 4~ | | + 828 133 - fiiikid] PSL 0.73 mg/kg/day CR2
2 6 M | o+ | o+ | o+ B + 740 59 ++ fiiikid] PSL 0.6 mg/kg/day CR2
3 8 F | + |+ | - - + 165 119 - fiiikid] PSL 0.75 mg/kg/day IVig F
VO VA VI B T T i 31 N + HES PSL 30 mg CsA DDS, MINO CR2
5 8 F | + | + | - - + 110 ND | ND fiiikid] MINO CR3
6 6 M | +- | + | - - + 90 N - fiiikid] PSL 0.5 mg/kg/day CRI
7 62 F | + |+ | - B + 73 48 +- fiiikid] PSL 30 mg, MINO RLP
s |76 B |+ |+ | - | | 65 N - fiiikid] PSL 30 mg CRI
9 50 F R A 56 N - HLRZ ST PSL 0.5 mg/kg/day CR2
10 61 F - + - - + 28 112 B FEERE PSL 0.5 mg/kg/day CR2
11 70 F PR I - + 27 N B fiiikid] NA, TC CR3
12 69 F + + - - + N 125 - ;ﬂiﬁjﬁ Topical corticosteroid only CR3
13 82 F + + - - + N 93 - ;ﬂiﬁjﬁ Topical corticosteroid only CR3
4 | st F |+ |+ | - N 84 86 - Liiikid] PSL 15 mg CRI
5 | a1 F |+ |+ | - N 81 N - Liiikid] PSL 1.25 mg/kg/day CR2
16 73 M + + - - +/- 30 98 - ;ﬂiﬁjﬁ Topical corticosteroid only Unknown
17 |68 F | + |+ | - N 26 ND | ND fiiikid] PSL 0.68 mg/kg/day CR2
18 | 2 F | o+ |+ || o+ | 10 N - FEERME MINO CR3
19 | st F | o+ |+ | - - - 2920 24 fiiikid] PSL 1.2 mg/kg/day SPx2, IVIg F
20 | 2 F | 4|+ | - B - 2630 9 fiiikid] PSL 0.9 mg/kg/day SPxl F
20 | &2 M| o+ |+ | - - - 2604 ND fiiikid] PSL 0.67 mg/kg/day CR2
2 |64 M| - |+ | - | - | - | 1948 26 AT PSL 0.75 mg/kg/day CRI
23 |89 M|+ |+ | - - - 1612 17 fiiikid] PSL 0.5 mg/kg/day CRI
24 | 2 F | + |+ | - - - 1156 N fiiikid] PSL 20 mg CR3
5 |68 F | + |+ | - - - 1146 ND fiiikid] PSL 1.0 mg/kg/day SPxl CRI
2% | 68 F | + |+ | - - - 1036 N fiiikid] PSL 0.7 mg/kg/day CRI1
27 75 F PR - - - 1020 105 FEERE PSL 1.0 mg/kg/day, MINO CR1

Sezary
2% | 82 M | o+ |+ | - - - 750 N PSL 1.0 mg/kg/day SP x2, PPx21, IVIg F
syndrome &1

29 |70 F | + |+ | - - - 724 90 fiiikid] PSL 0.74 mg/kg/day CRI1
30 | s0 F | + |+ | - - - 640 ND fiiikid] PSL 1.0 mg/kg/day RLP
31| 4 M| o+ |+ |- - - 624 21 fiiikid] PSL 0.63 mg/kg/day PP x3 CRI
2 |75 F |+ |+ | - - - 540 41 fiiikid] PSL 1.0 mg/kg/day SPxl CRI
3|2 M| o+ |+ - - - 474 24 fiiikid] PSL 0.86 mg/kg/day SPxl CRI
34 | es M| o+ |+ | - - - 380 54 fiiikid] PSL 0.85 mg/kg/day CRI1
5 |62 M| o+ |+ | - - - 360 N fiiikid] PSL 0.5 mg/kg/day CRI
36 | 77 M | o+ |+ | - - - 320 146 Liiikid] PSL 0.48 mg/kg/day CRI1
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PSL 0.54 mg/kg/day

PSL 1.1 mg/kg/day

PSL 0.54 mg/kg/day

PSL 15 mg

PSL 0.48 mg/kg/day

PSL 0.5 mg/kg/day

PSL 0.38 mg/kg/day

PSL 0.77 mg/kg/day

PSL 1.5 mg/kg/day

PSL 0.79 mg/kg/day

PSL 0.53 mg/kg/day

PSL 0.66 mg/kg/day

PSL 1.2 mg/kg/day

PSL 0.82 mg/kg/day

PSL 1.3 mg/kg/day, NA, MINO

PSL 20 mg, MINO

PSL 1.2 mg/kg/day

PSL 30 mg

PSL 20 mg

PSL 0.53 mg/kg/day MINO

PSL 0.47 mg/kg/day

PSL 1.0 mg/kg/day

PSL 0.55 mg/kg/day

PSL 1.0 mg/kg/day

PSL 15 mg

PSL 10 mg

PSL 30 mg

PSL 0.54 mg/kg/day NA, MINO

NA, MINO, IFX, MTX

MINO

PSL 20 mg

PSL 0.6 mg/kg/day

PSL 20 mg

PSL 30 mg

PSL 1.0 mg/kg/day

PSL 0.86 mg/kg/day

PSL 10 mg, MINO

PSL 0.75 mg/kg/day

PSL 0.5 mg/kg/day, MINO

PSL 1.0 mg/kg/day

SPx2, CsA, MMF, AZA

PP x3

SP x1, PP x3

RLP

CR1

CR1

CR1

CR1

CR2

RLP

CR2

CR3

RLP

RLP

RLP

RLP

CR1

CR1

CR1

CR1

CR1

RLP

CR2

CR2

RLP

CR2

CR2

CR1

CR1

CR1

CR3

RLP

RLP

RLP

CR1

RLP

CR1

CR1

RLP

CR2




77 80 M |+ |+ | - | w- | - 64 80 gil| PSL 0.5 mg/kg/day CRI
P g =
8| 67 M | o+ || - -] - 63 86 HERE S MINO CR3
9 |14 oM |+ |+ ||+ |- 60 98 Biiikirl| PSL 20 mg CRI
80 | 77 oM |+ |+ | - - - 58 72 Biiikirl| PSL 20 mg CR3
8L | 73 F | o+ |+ | - - - 57 41 ki) PSL 60 mg, NA, MINO CRI
82 | 60 M | + |+ | - -] - 52 87 FEERE PSL 0.38 mg/kg/day CR2
83 | 59 M |+ | + | - - - 52 66 ki) PSL 0.48 mg/kg/day CRI
84 [ 715 M |+ |+ | - - - 46 64 ki) PSL 0.50 mg/kg/day CRI
8s | ot M |+ |+ | - | + | - 44 37 Biiikirl| NA, MINO CR3
86 | 91 F | + | + | - - - 35 96 Biiikirl| PSL 2.5 mg CR3
87 | 88 M | - |+~ - -] - 31 46 3iiin) PSL 30 mg CRI
88 | 76 M | + | + | - - - 30 73 SR PSL 0.55 mg/kg/day NA, MINO CRI
89 | 2 oM | o+ |+ | - - - 29 109 Biiikirl| PSL 20 mg CR2
90 | 41 F | |+ | e | |- 26 89 FEERME NA, MINO CR3
91 70 F + + - - - 21 61 e ilFl‘J‘ Topical corticosteroid only CR3
92 | 8 F ||+ | - -] - 19 9 HERE ST NA, MINO RLP
93 78 M + + + + - 18 ND biAl| Topical corticosteroid onl CR3
L7 p y
94 | 47 M | - - - - 15 N SR PSL 1.0 mg/kg/day CRI
95 | 12 F | - |+ | - - - N 75 gil| PSL 0.5 mg/kg/da CR3
L7 g/kg/day
96 | 77 M |+ |+ |+ | + | - N 35 Biiikirl| PSL 10 mg CR3
97 | 84 F | - - - - N 19 gil| PSL 0.53 mg/kg/da CR3
L7 g/kg/day
98 82 M + +/- + +/- - N N pil] Topical corticosteroid only Unknown
P g =
9 |77 F |+ |+ | ] - - N N Bin)] MINO Unknown
P g =
100 | 89 F | + |+ | - | 4| - N N Biiikirl| MINO CR3

AZA, THF ATV 5 CRL, IRHETREE Z Wi CrRREMA MR CR2, H/NAR CRAERMZHERF: (R3, HEJHHET
SEARBEMHERE; CsA, 7 1 AR Y 5 DDS, 7V DIF, direct immunofluorescence; F, #IHIIARIZALIG IFX, A
> 7 U X ~7; IIF, indirect immunofluorescence; IVIg, #f%27 v =7 U o K&EfKikL; MINO, X /%A 27 U MIF,
RaAT =)= AEEET =T MIX, AV RLFtE—h, N, B N\, =aF @87 I K; ND, RE; PP, M
#; PSL, 7L K=Y mr; RLP, f%; SP, AT uA K/ ULVAJEEL; ssIIF, split-skin IIF; TC, T hT¥A 27 U

T B v~ FEHOD, IFX 2 Lz,

3% 3 : BP100 JEHi DIF, IIF, ELISA, FEERIEIR DM, 150, BB
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= 8

HOeREMEKBEEOHFEEIRBEREEAT oA, FO2H &5 NIEEIRE L /2
STWVWLHIN, E TR LS ICRIERARNRERMEL 2D, BIEHOD
R, BEEOBWIEEENRRODLNLTEY, BIEOA D=L LOEHITZ
ODRBEOMPRICEWTIHEFICEERBETH D, T E THCREMEKEE
DREIEETFICBWTIT, 1g6 BOLHAEDTEREEH ZRETLLE26N1T
o, THEENLOHRBIZ IGEHCHIMAENESBELG L TWD &S N
WNTUWND 220 TgE b (Fe fEHIK) ICAFAE L. A B2 B8R0 A0 g M0 R, 4 30 2R
MR REBLT 2 EBIf IgE L ¥ — L O/RAMAMICKTDHE ) 70 —F
NPE (A~ VU X~<=7) #Hw, IgE B K EZME T2 2 i XD BP OIE
RELEBESEDIEVWIRALREIND LI >72 % LaL, IgE HOH
KD BP BIEIZBITAHRENIREARAHATHLY . WMARBIZBIT D in vivo T
O IgE HeMEOEICEHT 2@HME MO TH2n Y, Zo X ) RMED
R0 — b4 5 =0, KWL TIT BP ICBIT 5 IgE HOHiEDEKRNTO
WEORME, BLXOEOBKIER - R ~D B L BRF L7,

IgE HEHENDEJRILELTWASZ LT+ 5 E%

E T DIFCDEJICIgEBCHIEDOILEN R ONTZ18HIICONWTELET S,
1I8HlZHR3IMLBHH L, 577210 EF4 &L Tmd, IEMIE 4105 88 ic
D0 BN 46, LEN 146 L LEICE N EB A S o7z, DIF TiX, 1g6
HOPIEN 3B ZRE DEJICHMETH oz, 20O IgcDILEBENR LN -
3R, BRIV RBERFTAEZZ2E L2 T, kT 5, C3I1ET2HTH
HTh, Igh HOHEIT 46, IgMBEHEIZS B THMETH -7, BPIZ
BUWT, DIF TDEJIZ Igh HCOHMAKRR IgM B AN ILE T 0N EEBD
R0, WMUEBEIARHOEETHSL, Zb0iEL IgE HOHKED
WwEEOBBEAE KRG L2, MBI »o7, ELISA TiX., WMBEXMT 2
L &N % COL17 ELISA I index T 828 b etk L MEE< A L TH Y . IgE
HOHAED DE] ~DOEIX ELISADE DO FHICHE L TWiho -, KR
. BRI Y 14 )T, REE M E KB IE A 2 Bl KL R E BB KRR 2% 1 f
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RSN L ThoTe, FLALOREMTEKRBIZRETHY . 24
R E B EICEME AT S 2 LA TE, 1 IR RS L
Mo TZEHERIEF T, bO 1HFBREzWBBICHEELZEMNTHLL, 2
DER LEMEW (case 7) THHIMN, L F=Yynor25&5% 30mng 75
PG L, 1lmg £ THIH L7ZEZATHELTEY, TR L F=Yr D
MEOHTHBO2L ha—AE &, NEOERLTEERICEYT S b
DO, EEEBL CHEBE~DRISIZEGFTH -7, 1gE 7 5 2 ® 1IF T DEJ
~OLHFENR ST 36 (case 2, 4, 7) X, £ H THRWERFICH L THE
Mg o Igk BOHEOERNLBEHE WV EHEH S, 0 3 H&4L5 L&,
Wi PR A6 3 (XA R BRI 2 B P AR IS IR B 1 2 A o 72, Case T PR RIS
HMT LN, RERBIETh o & ETICR R,

FOp DIF ELISA Index IIF " E’%%
e L IgG| C3 | IgA|IgM | IgE | COL17 | BP230 () %ﬁﬁ%};@‘ %}J/ﬂﬁ {El fﬁ ﬁﬂxﬂ\@

1 8 F | + + | - A+ 828 133 - kil PSL 0.73 mg/kg/day CR2
2 56 M| + + + - + 740 59 ++ IR PSL 0.6 mg/kg/day CR2
3 83 F | + + - - + 165 119 - kil PSL 0.75 mg/kg/day F

4 47 M| - + - + + 231 N + WA DR PSL 30 mg CR2
5 86 F | + + - - + 110 ND ND ki) MINO CR3
6 66 M| +-| + - - + 90 N - ki) PSL 0.5 mg/kg/day CR1
7 62 F | + + - - + 73 48 +/- ki) PSL 30 mg, MINO RLP
8 76 F | + + - + + 65 N - iR PSL 30 mg CR1
9 50 F - + - -]+ 56 N - LRz JiETR PSL 0.5 mg/kg/day CR2
10 61 F | - + - - + 28 112 - FEEIE PSL 0.5 mg/kg/day CR2
11 70 F + + + - + 27 N - i) NA, TC CR3
12 69 F + + - - + N 125 i) Topical corticosteroid only CR3
13 82 F + + - - + N 93 i) Topical corticosteroid only CR3
14 81 F | + + - - |+~ 84 86 kil PSL 15 mg CR1
15 41 F | + + - - |+~ 81 N ik PSL 1.25 mg/kg/day CR2
16 73 M| + + - - +/- 30 98 il Topical corticosteroid only | Unknown
17 68 F | + + - - |t~ 26 ND ND ki PSL 0.68 mg/kg/day CR2
18 42 F| + + |+~ + |+ 10 N - A MINO CR3

CRI, JRJseoR B 2 e Coe R R 2Ry CR2, d/ MBI Cre T oy, CR3, MR Coe 2w ik
¥F; DIF, direct immunofluorescence; F, fJH#i& 5 220k IIF, indirect immunofluorescence; MINO, 3 /-
A2V N, s NA, =2 g7 IR ND, K% PSL, 7Lk =vm s RLP, 115 TC, 7oA 270

# 4 :DIF T IgE B2 HENM DEJIZILE LT W2 SEH,
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UbEoHEZIZEY, UTo &L,

DIgE HOHIED DE] ~DWLFE X, o Era 7 ) v 7 7 ALK E
IS LTl E TW A,

@IgE BEH KD DE] ~DLEIL., WBEZ BT 5 L LD ELISA O fE D
W E LRy,

bk

@IgE AHCHMIED DE] ~D b E 1T, KRB ICEZELZ LTS 2w,

@ME??X@]HW’ié\m%¢ﬁ>@EEEﬁﬁi TEME O RS BT R IR £
TEBERIFT IR,

CHET in vitro DB CHRHEIMAEF O IgE H KN LW & IR IE IR
DEHBICRUVRTWAIRELEHMLIEWME "oy, 4EO in vivo T
DRFFERTCEFTEOL>ZRBAEITIR NN o7, KFIE T IgE 7 7 2D
ELISAIZH M L TWZRWn, MiEF O IgE HE K ENZ T iX, DIF T IgE
HEeHEDOWLEMNDIEJICARLARLT Wb TR VWaiErbtd b, 2k, IgE
77 AD IIF ORENE >0, ZORKIEED IgEnZF 8 28 o Hxr
ENIDODTHETHIZEICER LTS E2ICEbNnS, MEOIME%
%Wélmfﬁ\%®m%¢ulﬂﬁafﬁﬂﬁé GENRTWZ2RWE | DEJ
~OWREDPRTLINROATREENH D, Z 0K DIF X, Mkl > THER
T 5 IgE BOHKRICERBIOL ENTEWRAREEZMRIKLE L TW\Wb, DEJ 1Tk
B L RO IgE HOHER™EE L TWDH Z EnH#H S, DIF ©I1F H A 1IF
IO RHEENE S DAk’ S,

e Tbhbl 7N, BPIZBIT D IgE HEMEDOAKRN TOILE & fEN L 72
WEEIAKIZEEEY, ZhiciEdBELL IgE BB OHE TP RE CTH
L2 ENREGELTWL EEDND, T4, Yayli 61 BPIERI &2 44 Bl O T
DIF Z %M L2 HmE L TWD Y, i XD & 41%D JEfH] T DEJ I TgE
BOHAEOWENALNLTEY, KL VBEENRLRDENrsT, 20O
THEORKFAIZIAHTHLIN, MEHROEWNWSL, HDWITAFEMOZENEEE
LTWa2b LivZ2wy, 60 IgE BNILAE L TWRIERIXZE 9 T2 WIEFIZ
LU CEMRBREOBE B OREBNILN o2 BTV R, Gl FiENREN
TELT, FEHEERBSCHBERBICOWTTITREHEN 2L, IgE HEH KD
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DE] ~DLEPEEKRBICRAEDOA X7 NEB X2 T-00nE 5 iTH A
EL72u,

DIF T IgG¢ HEHHBEDIWLER A b T, IgE BEHEDILE N
DEJIZR b ER X T 5 &

Case 4, 9, 101, DIF T Ig6¢ HE Ak EL RO, IgE HOI KD
WENRLONTZIEF TH D, ZO 3TN ZN=HE LSO, AL EE
R RBIE ., BEHMEEHERXBEE OO, WAMFNILIR 257, Cased & 9 OPFTA
ENNENK2 0 X2 1ITxRT,

== 1

B 20 :Cased DFTA., SEHEEROGHAITHL, MBOAEALKITE
MObDD, FESELHEIILEVARLNLRY, OULABRLXEHLHEE T,
BM7272\, DIF TIX DEJIZ IgG BEHMEOLEFIZR ONT., IgE BECOH K
DIFS>IIHRBICED>N D (RH),
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21 :Case 9 DR, MRERBEREEOEF THD, EF N ERMELE
TBLILTEBY., UbLABRROLNARY, Case 4 & [FAE. DIF TIiX DEJ IT IgG
BEeHREOUBIIAR LN T, IgEBCHAEDIEI IFHARICE LGNS (RH),

WTHNOIEBR S NRB A «c KERZXDLDTLRNZ ENRFFETHDD ., BP O

RAT R E L TIEHONICHBRBY TH -, Z DX 5T, DEJIZ 1g6 HEH
BOWENENITZT 1gE BOHEOWLER AL DER X, Vb A - KEF
MbHEVRERLNNE VW) REEZFOAEELRIZ LN, REZD LD
RIEMBMA IR B AERE LI AHTH LI N, BIET VITEB W TIX IgE
HOHAEZ B HITHBERRIZ ' Ig6 B CHARD K R IZ B o 5wl 6e M2
BN TEHEY 2, case 4, 9 DX H 72 DIF O X% — 77 & KIEFE N D
R ALBEDS R DOEEIERICAR D E W HEME L TE B, FEk. FEEOIE B
MEBINNIET BP 2o M LEEBBMENEL T 20bH 20, 20X
IMIEFICIT IgE 22X —F v FELERENIVEITIAREELEZDON
D
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AHFFE D BB R

KPR OBERIZT, UTFTD4RTHD, T b~ bl Lz,

. At akicdd oMEE LT, wbtiEiEIc L s IgE OBMHENE L W
ZERFETLEND, KFREFERLEZELSICZEOENRED TH 7R, FITC THE
L7 2 R THREAT DT, FHYED IgE ACHAEDNACHIRICHES
LTWARERHD, TORMBEEOMBEITEETH Y, FFRMIZ LV EKE
ODEWEEAENERATREICAAE., I8 BEHEOEN TV E IR T
TG NGHEICE 2Rt d D, S ORLIMBEE DN LiX, X0 E
72 IgE HC B OAEELEANTOLE L, BARRBRBOMBEZMIEST HI2H 2D IE
WICHETH D,

2. DIF THIZ L7 IgE O IGHIE 2, COLIT TH D HER L TW2RW, KM
T IgE B KoBRBIcHEMEEEZEA LTI R, ®ETr v MNE
RIgE 7 7 ADO ELISAEEBL TWARW, MEZERTICHEZD., 5%I1F
HHMEIEOARICZEbLT, o0 FiEE2FEKL CHORKEOME % IF
ITCHEDDIVLEND D,

3. DIF o stid, 2@ THZ2RoREKEZHWTERBL WD, 20D, [F—
JEFI T, WHIZ X > TDIF ORI LEALT DA REIZOVTHRFT TE TR
W, [Al—JE®FI D DIF OFEREZRFRIITHBE T HZ2 LIk, Bk #H) &
WO, BPOREOHMN —j@EtEbhd, 207k, 5% ITEF £
D LET TR, BRI THCH KO EZBEBI A FZT 4o b EBIND
ZEBNEFE LW,

4, KR TCE AT 4 7Tary o —LZBENTWRWED DIF TR LI
IgE DAYICACHKLEEZXZDONARHBETH DL, SHBOMELZHED HITH
7, EFEe NEE, 50T BP IEFOEHRERESL., 7 ME—MHEEERX
REIGEN EF LT WHEERERBROHRAEAKREEZRI T T 72 be— &L
TRETDHIENEFE L,
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WIER X O

RAFZETIL., BPIZCBIT D invivo TO IgE BHEHIIKDOILAE LKL E &L O
MBS Z . 100 il & v 5 RIHE 2 fE G S TN Lc, KM CoFam R IT T
IR B0 Th D,

D IgE HZHED DEJ] ~D W& 1L 18%DIEF TH 5=, IgE A 2 HLR
DIFHEIL BP DR A K3 25 & X2 ELISA OfEX°. KR E & fHES
L7Zehho T,

@ DIFIZEBWVWT Ig6 HE PR DA N A LNT, IgE BEHKRNILE T D
JEGI TIE, Ob A KB DE L 72 5 FMA R IR 2 24 2 7
REME N R S T,

INHLOHFHAOEREL LT, T 100EME VI KEBERLZAZ T 41T X
D, 18%DJER T IgE BEHIEKDOILAEDN in vivo TR LN &2/ L -
TERBETOND, AL, BP D invivoll BT D IgE OBE A L%
DHRTHRROEMNEZH > TEBY, THARKANCEBIT 2 I8 BHOHKEDB M
RERLERVOMIETH D, BHERORLRS PEHIERE L Oy BH L.
PEBR M AE 12 COLLIT ICxt 42 IgE BOHENZ W EMKERDEEICR D
TUWVWAREEMENER I LA T, in vivo TOD 1gE BH O HLIE DL E N 72 0 IR
BRBICHB LRV L E2HEM XL LICLBEVWERELNDL D, Z O REIT.
PEERMAET O IgE HEHE N ZWE ZD4 DEJIC IgcE HEH AN Z L AT
H, EWOHMABEZERETDILONL LAWY, ioRE I a Ty v
TA, LT Igt B PHCHIEICHSG L T, IgE HOHARHESE TE
L% HMLL CLE I ATRBERE, WAWALHiG 24t T & 2 "Rt 2
HDH, F7-.BPIZBWT IgEHCHMEN Iec BHEPIER EIZTERLZERHZE
L., ZDODE] ~DLEDNT V ANEKERICENE b2 3 /et % 5
TEREZLELEEPLD, SBRFEHROIEFNNEBINLD Z LI X DMK R
ERDAIEMEICODVWTHLERTELZ, TNOLDOHHAEANS, 4Kk CE®
B KIEAE (72 & 2 T REES, MORFKRRERIEIE) OBV T, IgE
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BOMEOWREMEOMENERT LZAEENRSH DL THAH L, 1g6 BAHK
EIgE BAHED RN T v A TR SCIEIE TIEREAT D E W) #Emnik =
HZEbEZOND, SHBOMBELE L T, KN TO IgE H CHIK D H K
FEomENREETH D,

41



o B

FREKRZDITHIEY, AMEOKEZ 52 T EIVEZ OMEE L #EE)
SxBVELEL, LBBERFRFHEEFSHERELER DB HK ZRHAE
2. T L CHEHEEBEE WL E LA E R K55 E SRR K EFRF
R T WO XV EHWELET, ELTAMEICIH HWET
TELLEKBEEEXRBEEREIAVICESELRL BT ET., HEIC, LiE
KFRFREFHAEBEBERZSHORER., FINE . MELSAIZO LD H
LB LETET, EKICHBEFIANLIZ, i TOE K7D H A — b
AWl EE L,
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