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25 B I RERIC IgA DSRIRIC ST 2

IKIGRE DFEHNIZ DT

WE ¥ @wAR IEX! BE &N
AHE EBEF EHE BF K EE?
EH OEA BE BT ARH #HR
EIH FERER NE &7 g HE
Yt {RER Bl BE® K~ 3 KER!

BB B R R 2 OB L 7o R E R IR FRERIC IR IgA 27 Th7E§ % KIBIE
FEBI20B DERIR B & SR EHHIMRET 21T - 72, IgA LIAMC IgG 2°k7E L T 2 FEHI DS
18%1 % - 72, IgA OFEEIL IgALD ABGHET IgA2 & JSHIZBEHETH Y, MFRLIFE 2
& 72, Immunoblot 32 Tix, IgA Ti3120kDa & H & 230kDa ZEH DR & L7z REH]
%L, ML BICRD S NIRRT B D - 72, 1gG TlI Z 1 b DBHIERIZED -
72o NCl16a i2Xt9 25 ELISA #Tix, IgA Tlx 6 B4, 1gG Tix 6 BIDSBHMETH - 7=,
Wi E D B EDENIE 3FIH - 72, DDS B30 Flix 341 (30.0%) TH Y, MEEEL %

WiEHI, NCl6at
(Key words :
DDS, IgA subclass)

FLeic

IgA 58RIz b7 3 % B & E A1 Chor-
zelski 512 & D iZ Lo THEHE & L72Y, B398
ERBEERD 1B EE 2 LT 720%5, 19794
Ik IgA K¥ESE (Linear IgA  dermatosis ;
LAD) W)L L7z RE & e » 22, Z D1k,
IS EEHIC X 2 BT CEHEE IS [gA DLFE D
Rz 3o (lamina lucida #Y) & EKERDOT
I > TA L5 b P (sublamina densa ZY)
BIUOZOWMZEIZRLNELDOND I H B
EWENHILD & J T o 72999, F 7z IgA 720F
T7% < IgG b AR IR ICIEHE T 2 EH D B
HZEDHLND LT DO, b EHFE
RIgAKBRED 1B & L, #IK IgA/1gG K
JEIE LIP3 Z L L H B,

—, EEEREERIC IgG DItET 2 EEIC
ARIGVEFARAHE (Bullous pemphigoid ; BP),
FEIE MEFE K789 (Cicatricial pemphigoid ;
CP), B RMRE KB ED5H D5, ZLsD

1 BVAERBERS R RIS
: HWEBERRFEREERF 2> 7 — R EM
3 RERESERRE R BRHE

12X B PURTEEE A TS D RER CHEIER E D - 72,
Linear IgA dermatosis, Linear IgA/IgG bullous dermatosis, BPA2,

KR TL IgA OBRLAE Z FRFICE D HBE D
Hb, 2D 5 Cozzani & DA TIFAKIEMHSHE
KIGIET3WIF 6 B (#98.2%), WEMEFRIGHE
28%1H 8 Bl (28.6%) 1T IgA DIk‘EE L b7 -
72 EHAE L T %19, a DA T L, FRREYIC
IKFEMERRRIEIE & 2 L T IgG DK IEE 2%
R L NI REHI1.6%12 IgA DILAE - T
VA 721,

K IgA JKHEHE DERBYPLUR IC D W T OES
BREBI D2 &, HEDURD SMIliAME- Z
L, ZREMEDSH B Z L EDOFRAD L AT
M L e - 72, BRI Lamina lucida (2 tb2&
3 3 type T Zone & H%97kDa 7 i R & &
L2, Zn1£120, 180, 200, 230, 280, 285, 290
kDa 7t KRR o T EROEAREI N, 2
D BLI7TE L U120kDa @ & H 13180kDa o 7k
JEHEFERIEE DR (BPAG2) @?ﬁﬁiﬂ@ﬁ’i‘%ﬁﬁy\“é‘i)
5 Z &I BF L 72, & o 1% Ishiko & |
BPAG29 NCl6a H¥ & CRKum DO M ic = ¥



3 SR PR B RERIC TgA DBLRIC ThaE T B AR

F—=T"% 5 Z & e L 72, Matthias & (&
CRIMHFICK BT 2EEIZ W E2HREL
7219, F 2REEIERNEIE ¢ L BPAG2o C K
ICHEAT HEIAD LV EENT WD, ZDL
9 FEIEEERIC IgA 75‘"%?&«[7‘(6\_ HETLRED
$ERNX F 7TERSEDH B IEEICEIL Tid DDS,
Z7aA4F, 329 A 7N F23T M THA
7)== aF BT I P EOWRDEEE
I BEAED AT IL T 5%, BIRER TIEZ DL h
T DDS (diaminodipheny] sulfone) 7 A #h#E 5%
EL L, EBIRETH D EHEZ LT, 4
B < 1% VG ERREFEIC B > OB L 7281k
IgA %Ik L 725Efl % £ & o>, ERAREIR & 08
R RO BEEIC DWW TTRRET L 72,

E .
BiaERRATERE S £ Y Z DOBEERERIC
BWT, EEREEREIIC IgA DB HIE L
WNEMDEE 77 ) > DhE L & HICRD
5722080z DNTHRET L 72, ZDERIRT— %

ORI CEETAEE

KeasE (LAD), ZRAIE (EM) o 4 Bz 5340
U7z LIRS SEBE% 0 2 SBRREL % 1491
FORRT B,

FE

FEBl 1 (EBIES S5, ERL KEHEERA
&) 79 B

e 1 19964 5 H20H

EIR D OERE, KBEIHOUS A

BUREE - Wiz 3 » ABTL D, HEENICHEA
PR, E#wEERL 2, F0%, ETERR
2% ) FEEME D AIBE, AKIEHZHIRL 72, KET
e, KIEVEFRRAIE DY
Bbiiz, Tz, EEREILEREEIC CTRED
ZHRME S A ZIERHI N, BEHEMNZZL 2.
HAE | ARERERIC 4 em K E TOALHE, U'H ADA
S, F72AETIERC 1 em kT & D stEE KIS
DA LTz, DREWNIZERENE, ETHRH, &
Tk, AREOZICHEIEDI A LN,

AR | HEPRE B CEERERIC IgG,

FLICTRT, 722000 % BRAREC & Y AJEH IgA, C3DIFAEDI A L7z, BEbuiRkBEEESIT
YR ¥E (BP), R HEERIAHE (CP), #utk IgA IeG A1 1024 THMEICA SNz, £ 721IM
x1 BEAOEET—2
SEFIFES | 12 H B | Fip MR | WS | BRIRAT R S DDS

1 1992.12.14 | 73F + CP PSL, DDS R L
2 1994. 4.22 | 4F + LAD |DDS, PSL, RND, CYA BhEH )
3 1995.12. 7 | 94F + BP PSL, DDS, MINO R L
4 1996. 3.21 | 45M + BP PSLRND, DEXA, DDS, CYA | &h%&7%: L
5 1996. 5.20 | 79M + BP PSL FRET
6 1996.11.29 | 68F + CP PSL rEERCa
7 1997. 8.27 | 89F + CP PSL CEdiE R
8 1999. 2.22 | 71F + BP PSL, RND, DDS, MINO, NA | #1548
9 2000. 7.17 | 82F — BP PSL, MINO, NA FHET
10 2000.11.28 | 77F + BP MINO Y
11 2002. 2.15 | 73F - BP PSL g F- ¢
12 2002. 3. 6 | 44F + BP PSL, CYA ¢
13 2002. 3. 8 | 69F — EM PSL bR
14 2002. 5.31 | 75M — LAD | PSL, DDS SR
15 2002. 5.31 | 87M + BP PSL, DDS B L
16 2003. 3.17 | 35M - LAD |PSL, DDS D
17 2003. 6.10 | 24M — LAD | PSL, DDS SR
18 2003. 9.25 | 61F + CP BIM, NA {3
19 2004.11.22 | 54M — LAD |DDS KR 1)
20 2004.11.22 | 76M — BP PSL, MINO, AZ HFHEY

M : B, F o, BP: AJBMIEXERE, EM . L3403, CP . REHERIEE,

LAD : #4k IgA AJE5E, PSL: 7'V F=Vo,

CYA: VA 7uxR) > A, AZ: THFH+7)

>, MINO:
7924y, DDS: VTP IV 7x=—LANT +>, NA:

RND : ~% A5V, DEXA F%¥ 45>
/%470, BIM:
=aF BT ¥
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x2 HBEFAOEREFMFTR

FERY : HEPUREE immunoblot

BE BEEE IgAl IgA2 J chain IgA IgG
1 G, A + - ND — —
2 G, AAM ND ND ND 120 120
3 G, A, C3 ND ND ND 120 120
4 G, A, C3 ND ND ND 120,230 —
5 G, A, C3 ND ND ND 120 —
6 G, A + - - ND —
7 G, A, C3 + - — 230 ND
8 G, A, C3 ND ND ND 120,230 ND
9 G, A C3F + — — 120 ND
10 G, A, C3 + — - 120,230 ND
11 G, A, C3 + — - 97 -
12 G, A, C3 + — - — -
13 A + — - 230 120,230
14 G, A — — — *120,230 290
15 G, A + - - ND ND
16 G, A MC3F + — — 230 —
17 G A F + - - 120,230 230
18 A ND ND ND 120,230 230
19 G, A, C3 + - - 120,230 230
20 G, A, C3 + — — — —

% Hacat cell DILMEEEEEME Tl 120kda D3> FAA L CCEk172R), —F D JM-1cell &
BB Tl3230kDa DX P& L LTz

#F3 FHiaEMIoo BP18ONCl6a (=xt§ % ELISA @

fER
FEBIFES | 1gA (0D450) | IgG (Index value)
1 *0.235 1.4
2 0.06 14.9
3 **(0.6795 **%113.2
4 **%]1 2515 **88.3
5 *(0.345 1.7
6 0.121 7.5
7 0.173 0.5
8 *0.2915 ***156
9 0.13 **52
10 0.1645 **68.7
11 *0.2605 11.2
12 0.0425 ***101.9
13 0.139 0.5
14 0.06 0.5
15 ND ND
16 0.1445 2.4
17 0.158 1
18 0.013 2.4
19 0.19 0.9
20 ND ND

d, % ok, ok ok ok [ IELILE F 7213 Index value
»IgA Ti20.280 E0. 555, 0.5L0 1 K&, 1L
| IgG Ti320LL _E50KdE, 50LL_E1003&%, 100L4
F2HosblL T3
ND ! not done

NaCl split skin % w7z 8 Tl 1gG oK
FE I TH - 72, IgA DOFERIZEATL %
Do 72,

W ERPREEIR - BT IR & 0 KSR EE
L2l 72,

ABE1E S - PSL50mg/H &K NGB 2 Bfa L
72 o FRB BATIC T 20mg/ H & Tl L 72 R 5 THE
Be & 7 - 72,

REF 2 CGEAIFS 7, BRKE FREMEERE
3E) | 89mRicE '

%2 1 19974 8 H27H

EER L ANV L A, KE

BRI #0200 2 FRT L D sROFT|REEIC O S
A, KBHUHIBT B L Hicx D, ZEE0Ess
%52 L 7o RS ORI RIEIE A8t b 1L,
BELE BN E NIz, BFEDTZHABL 72,

BGE BEOBR R OZFICE AT, LA ZR
S (K1), FKME, IREREICIIATRIZAL I
o7z,

AR R . aabiRE Bk TERIERERIC 1gG,
IgA, C3DIW7E %7z, ENHIRM BRI
IgG, IgA FRICFEMZ- 72,

ST L ERIREEIR - AT R & D BRI R EE



10 R BRI [gA AL ThaE T % B

X1 EF20o00FAFRR

2 JEf 3 DEEFR

L 72,

ABEtiEa® I PSL20mg/H & D 6B 45 L 72
5%, PSL10mg/ H F CiREL 72 & Z 5, KBOF
HE B, B PSL20mg/ HiCR L 72& 2 5,
KBOFrAEITEF Y, PSL1omg/ H & PSL12.5
mg/H DI HLEG F TaE L 72 R CTEBE IS
e 572,

fEW 3 (FEFIFZ19, ERPREY
JE)  S4rR B

Rk IgA Jk¥a

2 L 20044F11H22H

x5 BHE, I, THOZ D ELMED BB
BURKE - W12 D20 HAERGIC, ZEF L D 20 A%
P89 BEHsHBLL, EEEBICIEARL 72, ZTEEBH
MEALEE, B X8> C, FEHZFIEL 2p°
BEIAR L 72, FoKAEERLALNS L
27 » 7272, ABEL 72,

BLGE | BHTE, B, TEBICHRICU S A -k -
JINKIE % A D B IR Y BB 2o IR IR MEAT I & B
B xS, —ENUIRA L Tz,

AR | B HRE B CEEREIC IgG,
IgA, C3, fibrinogen DILFEHTA H L7z, HIEHL
IRfEEEE L IgG, IgA FicEETH -7z, IM
NaCl split skin % A\ 7z [E#EE TlE IgG X f&
T, IgA IZKBEICTFHLBED LN,
2 L BRI - AT R & D UK IgA JKIEEE
L2 L 7z,

ABEiEm DRI AT v 4 FoOMNAE & DDS
DR % 4T - 72, DDS50mg/ B & D Bi#& L, KI&
DI T T - 12 h%, KBEHHR S 726>, Tomg/
HicHE L 72, £D1%, #1383 HREMA % 820,
BEE L 7z, BAE, DDS26mg/ BFE5-HTH 5,

FiE
1. IgA subclass & J 85I BI§ 5 #oahifRe:

BERE 2 B OEGIURERICE L T
IT- 72, BtlgAlE /7 v—F )LHidkit Nordic
immunological laboratories & (3T IgA2€ /
7 u—+ )Pkl MP Biochemical 84 %
Wiz, kBUiKIZ Cappel 181 od FITC skt
<7 2 1gG $ifk (F/P ratio 57 mol/mol) % F
Wiz, JEHICX L Tix Nordic immunological
laboratories @ FITC #Z & $t J 8 It 1K (F/P
ratio 1.7) & A\ 7z,

2 . Immunoblot #

DJM-lcell #5381, % D% EH TRME
L, #%? Immunoblot FEIC# L TiT- 72, &
HEB XU aY bo— )LiEL 5 REAERL 22, 2
RpipklT e 4 F o E#Pte b IgA B L U 1gG
Pk (Cappel #L8Y) % Aiv>72, Amplified alka-
line phosphatase immunoblot assay kit (Bio-
Rad #8) # AW THMAEL 72,

3. ELISA
MBL ##{> BP180ELISA kit # w72, F
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JIEIZ technical manual I2H€ - TAT - 72, IgA #L
HIEHEIZ DWW TR TS 2 ®ZEL 72, ~vA
X v —riEEm e b IgG itk aotb N iz, Hit
t F IgA Itk % v 7z, Positive control 2% &
N2 v T Index O D 12450nm o W
ErckRzRL 72, 7B BPISOELISA kitilcBiT 3
Index fENFFEFEIZLITO@EY) TH 5,

Index = (BFMIBEN450nm BHE—Neg-

ative control ?™450nm WPOGEE) X
100
(Positive control ?450nm T3t
EE—Negative control @®450nm
R
IEH ADFHMEIZ Index = 9 TH 5,

AR
1. E&RATR

FEW T 4 F D 594F F TTHEB6ARE TH -
72, B8HI, WI2BITH - 7z, KEIELFRD 5
N7z D313% (65%) TH - 7z, IgA LIFz IgG
DAET 5 BIH518%), IgM DILFET 5 B 5% 2
B, C3HDhAET 128 TH - 72, BT 2
NFazxrFuaf FENRLZEH»Z» -T2,
DDS # Wik L 2283108 TH D, 2D 5 B 34
DIERL, 4 PIHTEER), FOMIIHEIEASAHETH -
72, %7z DDS 8% e Bl Tl FH i H31F,
3N 2B TIXT5F TH - 72, DDS »EFZh 2 il ¢
13 3EA 1 B CREBRE ASRR D S iz, EEsh 2 )
T3 LB TSR 57z, 262001 %
BEERRY CHET 5 &, K [gA KFERE (LAD)
255 B, KAEMERAEE (BP) 51041, fEEIE
MEKEAEE (CP) 274 %, ZAUKH (Erythema
multiforme ; EM) 2 1#lTHh-72 (1),

2. IgA subclass & J $HICBI3 % Bediiks:

ET L 2 TN CoEM T IgA2K 8 J g4k
HTH Y, [gAIGHERIP L BH sz, 161
TIE IgAlZ EDTXTEETH - 72,

3. Immunoblot %

IgA Tl3120kDa & B2 58 & L7z EEFI 511
1, 230kDa & H AR89 & L2 fEBIAS1061, 2
D ZEEHT 1 BITH - 72, 120 & 230kDa EEHD
M DFRD 6 LIRS 7B TH - 72, 1gG T
13120kDa & B 25586 b L7z FEFI A% 3 B, 230
kDa ZEHE DD & NI FEBID 4 BITH - 72,

Ho&A B S 2F: 1HTh -7z, 290
kDa D &EE M L 725555 1 B 5 55, %K
MEFER KIERE & AR IgA OKFEHE) RIEEDA
HHE & LT3 TlicEsE L Th %19, DDS 255D
B Tid IgA B L THFRToHREH] T120kDa
BETH D, 3#I+F 260 c230kDa B TH -
7zo IgGIcBIL C 1 BITl&ME, BD o 24Tl
120kDa B & 1230kDa 2" &2 H S 7z, —
75, Esh 2B THIAT L 72 3BT IgA iz B W T 1
BIAsEeE, 72D 2 B15120kDa BBHET, 095 b
1) Cli%230kDa b BBHETH - 72, IgGIicBI L
T3 2 Bl TR, 1 %1 Tl120kDa O A B E T
& -7z,
4. ELISA

IgA Tl Index fE 2551 8 T & 20 \» o T450
nm DPE TR L2, T 23> Fe—)LiE
20810 450nm DIRIEEE 2 PIXE L 72, £ DAERIE
B K AE £%0.091, #/INME 55-0.005T F ¥ fiF 2%
0.011,1SD %%0.020T& - 7z, % Z T OD450nm
DURIEH0. 2L _EDFE %, NCléa DERGIC
XY BURIEED D B & L7z, Z DRER 6 Bl
B TdH > 7z2e 209 LEBED0.2LL 0,55k
WEOREFIHT 4 B, 0.5LL 1 KA 140, 121k
1B TH - 72, 4T L D immunoblot DfES
& DFEBIE e - 72, IgG TlE Index fEA 204
A%, NClea DEG I X3 % PURIE DS
HDETBEL6PIVBETH-72, ZNDH B
Index 450, _E100K:GG DFEFI A 3 B, 100LA
DB 3HITH 5 72, IgA & IgG DG H &
LEHEDRERIZ 3B TH -7z, F 72 DDS »°F
EhZe Bl iz IgA B E U IgG & b IcEETH -
720 FEEh B TR HEAT L 729X C OB T IgA BB
MTH 72, 1gG (ZHEATL 72 3 #l 2 ¥ Tl ik
TH -7z,

EE

MUK IgA JKIEEE & IgA Thas 2 18 ) KRR
KA & BPAG2 % iR & 7 5 IR MEERIE
& & DEERNIIR & L THREERZ R 5, FRISHUIK
IgA KAEHE & BRI MR IGHE TIE, WE & D
BPAG2D CEKIBIc &+ —72H 53451 %
W EEZ LBz, FIEFEBRES D TAEW
FHFHEE A TOERDEEL v, IREDGHH
D HEEICE, BFRESTERIRL L LS



12 2B LR B RERIC TgA o8Ik Ic ThaE T 3 KGR

72 ERIRTE CTOH A E N R EE &
L\, EFEDEEBICB VT IgA BIKASSED L9
IRRICB D > T D%, IEEERSTRICHE
bLEELRTFE % DD DOWTIIESITIZ
BN T Wi, ZDL ) B85, 410
13 DDS % [gA DB A LN B ER D H BT
ED L ) TREBITEIRDH - T, E¥DL I LI
BT ERD 2 - 72 i H L CBRET L 72,

SEDEE TiE DDS Z10#lic# 5 L 72, %
D9 5 1 BIIHIE TOMAT O 72 HFRIT A T
Holze b I 2P TIIHREEIERIES L U
Hypersensitivity syndrome %% Z - 72 72 %)
ROYEEZFF-FTicHiE L7z, BxhE Bbnr
D3P, I EBbNIzDI4BITH - 72,
B zhBlHs 140, M) &G L 72802 2 BT
»H -7z, S5ENL EDHEFAHDDS DAaxhEICEE
Y B DPIREHFIIICSRET T 2 DITREFI DD
LD TCTELh -7z, RTORLZL I IZ,
ERIRAT A & DBEE Tlx, B2 R Tl S
DI NIEBI DS L > 72, BEZh T REW] TIE T
KRB AR & 17z, F 7 Az Tl EEHI,
B TITEEE I S EEDH - 72, JHATIC
WBEL TWERIET T 7)) > OFESE TIFrCZE
3L o7z, 72y FETIEPEDGF=
& DDS DRRDBEEMEIT RS & L b 72,
BPAG2? NCl6a Iz xt9 % ELISA TiI,
DDS »*#85h 7 FEFI T3 ARG ME S5 W Bl o £
o 72, —J7, DDS 25E®) 7 3 B Tl [FEIFBI xF
T HHUREEIIEETH 72, BPAG2ZD C K
i I B PURIEHEIC DWW T A EIZRET T x 7
o 72,

178 5 1319804 2> &5 20004F 7 204 I A<FR T
L & L TR S N7z 0K IgA KAERE D 7215
ZEEFHL TWw319, LAD IgA der-
matosis), BP (bullous pemphigoid), CP
(cicatricial pemphigoid) & 7 [H % 5841 X 51
T 5 EVHKRLANGHELDY, SHEDHE &
I3 T E v, FORE TIEFIEF
B L T1H 258 EFTTH7TznizxtL
T, BWRDERL 72T 4T 5940 % T
ERRF/MTH -7z, NRBDNH) 34,658 T
otz RrRPBEBRLUIERDL 43 TH - 72,
AT D ERJEEIZ5] . 31T xT L T, For D
EITIZ67 .2 LROREE TH - 72, MR TIEH

(linear

LHANIITT D 1 THBEDITHL T, Rr D
Al 8 11 &R L » 72, ERIREL Tl
BP (2t I & BRARECH] 2 L ) B R E B A %
B8 EN2UTEBTH - 7205, Fx D
A1310 0 5 TBPIZIEWEIS Zhr 572, /2%
DFAE TIIREBEIC BT 2 BB T » 725,
Fz DBITIZ IBERD Sz, WBEFEICBL Tid
DDS B F 7zl3 27 v A4 FRRGFAEIC TER)
LT BHMEDI L, -T2, FrxDEEIL DDS B
WA 1IPITATaA PO 9B E S - 72,
F 725 65 DDS A L T v Ze V4551041
EEFR K B 7z,

BolicED & D wfEFHDDS BRI TH 5 D
P2 DN TOREHI D7 v, BHATERE Tld—
ENC FEFI BN EDFHE§ 2 DAL <, &
LI ERK L HFT 2B 0OFMIZ & i
L e B 500 LitZe vy, 200142 520054
D RN AR FR TS 2 L7z Ok IgA KIESE % /R
RULEZAH THNADH » 72171929 2 1 5
ERET L7z & 2 AT TOREHIT DDS 5%
TH - 72y, BBFERMPIL» 446, X724 FN
BRGERARNEN D 2B TH - 72, Y 1HIIH Z
VR /N TR o 7z, FRIZ & DR TS DDS
B CHERD? E ) »I3EETE b 57z, KK
b5 1PTiE AT A PRIRGFETER &
BTV 53, 120kDa FLE M TE 20 &5
PTIEHFE N ED - 72, BPAG29 NCl6a
DFGFITIT T B HURDRB S L7z & ) 22D
W LB L 2 REF S LT e vy, Z ok
FEBNT R T a4 FEERAEMBITH - 72, IgA LL
Sz IgG B IRAE L 728005 1 Bl - 72, Z DHREHI
LR T uA FFERHBRPI TS -5 72,

KIZUAEL T 5 IgA ofEEICE T 2 8HEs
2 EHEAET D, D IgA subclass (3 IgAlic
&L, IgA2F 72 J $HP G S s R\ 728 7 v
EID, WA TELWEEZ LNTWSE?, 4
FHZ B W T LIETRRRT L 72 R Tlx IgAlix £
T, IgA2idLefikErE, J ek 3#IF 14T
BBk T - 7229, Egan L3587 vy %
Fv97kDa R ICHE ST 5 IgA 12 DWW THAX
72 & 2 A IgALDFEART, IgA2 & - WRF 25—
OB THREBTE 2 LB L 7227, 4 EIDOK
HTHLEEDERmE R Lz, TNb5NDZ E LY
P B EEERIC RS L TV 5 IgA 13 IgAln B
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BRI bLHLIMEBE LD IGA TH 2 EFHE L5,
B2 8 FEE IR IC IgA 25 Th7E T 5 IKIEHRE D Pl
iz, KIBEIERIEIE 2 & D 1gG »AET 5K
FafE DFEBIRC T L TEAA 7\ 72 iR HEIR
AT EEZ RS 5. 41D DDS 2 & /2 iaH#
ERTFR AT 2 AFIcsE H L TorRarny,
TFFEWFH LR 2 EAE R T X720,

ECF

WAPURER RE 7 1 v FEEZEITL Tw
72IZ VI EUE OSRESE, BRI A, RIS
AGZ%’[%?_‘E‘TWE l/ ij—o

Xk
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Abstract

Immunological studies were carried out on 20 patients, who visited our hospital, with autoimmune
bullous dermatosis presenting with in vivo IgA deposition along basement membrane zone (BMZ). In
18 patients, IgG deposition was observed along BMZ, additionally. In 12 patients, IgAl deposition was
observed along BMZ, while those of IgA2 and J chains were not. Immunoblot showed 120 and/or 230
kDa bands of IgA deposition in almost all cases. Both bands were detected in 7 cases. 120 and 230 kDa
bands of IgG deposition were also detected, but the frequency was lower than that of IgA deposition.
ELISA showed high level of anti-BP180 (NC16a) IgA and IgG antibody activities in 6patients. DDS was
effective in 3 patients who had no mucosal involvements and whose sera were negative for anti-NCl6a

antibody activity.
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