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anti-desmoglein 1, anti-desmoglein 3 and anti-BP180 antibodies : Examinations for
autoimmune bullous diseases, covered by national health insurance.
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EUBHIC

H ORIV KR & &, KM S X O gt
JE NS SIS AEAE T 2 B ESR 3 5 HOhURD S
RN THEEENDLZ LT, Kzl Lo L Lfix
DREMERE BT H2REHTH S, HORENKE
FEIIRE L 2B B LD TE D, —DIEFEH
LA T A |3 5 HO Pk z & DK
BRETH D D) —DIT LB I FIR AT
LEEICHT 52 HOCHALE OB REEHTD 5,
WL b ISR EFEETIED 205, FHRKHEHEHO
RENF BT D A KEMHEFRIEE LR kE % O
AU, BEED RBENES W &2 6 REREDUAD
BEBTHIELEZONL, FERLICEVS%
BEROWINT 522 L3 PHEEIN, BRIICLERIK
TOFREDFHEALZENTFHINS,

H O M AEIE OIS, BEAERIZm 2.
IREARR MRS L ETH S LIFE)ETOHR
WS, ZNLISMCRE F 22 AR T S HE
R 2MEPEETH S, BARKIITHEIC
LA L7oPiik & Ml 3 2 ot iE 0, b o
HOPUR % M 3 2 S0Pk M B L Oz 7
Ty MEE WS TMEIEREL. SO DFERER
AR LTI 2179 o HOGPURE RS IZ/NE
THADHETH 5 05, LT S TR L 7 3k
BMUI R 0SB %0 B0 F 7o HOHUR I LR ik
Tay MEZZENS ORAD ] REZ Hii TORITH
ZENTE S, —F T, enzyme-linked immuno-
sorbent assay (ELISA) 12 & % H CHufhAr iz 4
HOIME TS ICHOCIUEAZ EEWICHRIBTE 25
Mo BFEOAUML DR CIEFITHHRMETH %,

H ORI O B CHURIC IRk~ 22 b DAY
LENTWVEA, ZohoRENEHCYUAZRIET
& % ELISA MR S T2, PITAET L
A4 > 1 (Dsgl) Hifk, T Dsg3 HUiRMA 1% 2003 4F 12
PREFILH S 41, B BP180 HLAMRAT X 2007 47 12 PR
PNz, Zhookftid, BHOREKIERED
WZ WO A 7% 5§ REGBEIEE I & IEEITH M M
FETHY ., BITHRITEED DL ERE, SRR
EoTRIEL BN TV ARETIED 2705, Ak
OfEEYE. AEHMEEZE T 2 5 EMWFOEAC S Hl-
TWe2& 72w L E R Do T 720, Bz kit
& T& % chemiluminescence enzyme immunoassay
(CLEIA) #EMRBIR S 7z 2 Eh b, L) A
IR L B HENTFREINL, RETIIINS DM
TORG L 70 2 KIEHERE, FREHEREIZO W TIHER
7oty RRAOH M. F72EERIIOVWTHERS,

I. XKBE#H. BRERHICOVWT

IS OFEBETEIIEE 2 RRICAREZ L L
TRERTRT B TH Y. B OMBESE N
T L LTE S BEEICKT 2 HOIUREE S L, B
JEIZHEAE LTV S HEPRHTH LY, 1965 4F 125
WHREE (PV) BHMETICLE2HENETLH
CHRDPHFET A LR R SN EI2E DY,
Z DO MHPPRAIRETE IR G- L TWwb 2 &8
%z b7z, PVOHCHIEE LT 160kDa. 130kDa
D2ODRLDLGFEOBEADVAIEL TWDE Z LD
Grro T 7zRs, 1984 4R IZHTE A Dsgly 1991 4F12
BENDsE3 THHLI ENFRINLY, Tk
M RAERE (BP) 123 BP180 (17 8la 5 —4 ),
BP230 D2 DD HCHUEIAAAET 5 Z EH LT

AFARKE: BB,
NEBKRKE: 2 G RIAE W 2- JE T
830-0011 A I VL AR KT B NT 67
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R RKIGREEE FRMIEE

/3184 FEGEIOT) T 5 A [EREi"

RIGHEHE
SEHMERAEE (PV)

AR o 26 IgG Dsg3

LRz )i 18 IgG Dsgl + Dsg3
IR KV (PF) GRLBEM: R & &) IgG Dsgl
FERAPE R IgG Dsg3, Dsgl, Dscl-3
YaE R R KR IgG Dsgl (Dsg3), Dscl-3
HEAN R K S IgG Dsgl

Dsg3,Dsgl, TV R 7TF 2 R)TFFF 2,

WERUHFL Kt leG 7% £7 9 % . BP230, AZMLL Decld
YiDsc KK IgG, IgA Dscl-3
1gA R

SPD %! IgA Dscl

IEN % IgA B
BRI
AKAEVER R AGE (BP) ERRVEHIE & &) IgG BP180 NCl6a, BP230
R R IgG BP180 CoKiis, 7 3 =332, 4 ¥ 72V 4
Ja— ¥ TRE IR % IgA K NT VAT LY I F—+ (TGM3)
HIR Tg A AR HEPE BE R i IgA LAD-1, a5 —4> 53 =yl
YT I = ¥y 1EOEE (p200 0 KHE8E) IgG F3I=uy1

A2MLL1 : alpha-2-macroglobulin-like-1, Dsg: desmoglein, Dsc: desmocollin, SPD: subcorneal pustular dermatosis,

IEN: intraepidermal neutrophilic IgA dermatosis

%o ZOW, Bt Dsgl Hufk, T Dsg3 Hufk. $t BP180
PURKIZEBETF V< ADMETIZ LY. FOWEE
AREH SR TWw5 7Y, Hi BP230 Hifk T b AR DR
ADNHRENTWEDY, ZOREEICOVWTIZFER
B2 Tl v, RIGEH. FREHEHICIE RO
BREDACD L BB EEN P, WFEHEIC
XoTZDOREDKERTHCHEARFHE SN TS
(F&1)

IO OEEHOPTRENLER L LTRER
HECTIX PV. ®EERKNEHE (PF) 25, BREHEM T
X BP SBIF 5N 5, 2D OFEB ORI 7 BER
BERIRT (R 1), PV TS & R
DKIHA U KRR EOREN DS EARTH 2 A%,
MRERAEI, BRI DR END 2 DD b, HilRE
DA BRI L | R &R IR ZE A
U 2K 8RS 5. — 5 PF ClddliH. BEO
AR D KIGAVE L 5o AEIIHNRT <, il
FIIKEEL S APRIET 25, — NI PFON
APV X DVESETH 5, BP Tl H I Bk o Kk
FAATERE S AL, RIS 1 R B O RSB AEIE 12 &
CRONLHEHTIEH LA, BPIZBWTHAEL S
CENHB, BPTALNAKEIIREGETHON
LA E D A S WEINIEH B 25, @H. BP

THKIEE S ADRIET 5o BP I E#GETDIE
JED% < v HOCSRIEMEAIEIE O W C b FIEHE X5
WZ END, iR ARG 7 & TR EFHE DAY
BB AL TL2H AL hvwE bbb,

WTNORBICBWTH, EELT 2L U5 A,
EE ORI L, ZHUEWBIHE O 5
AU B EMERE, K7V T I VIE. S SICHHE
2O OMW B X ABUMFED ) A7 DEF %o €
D7z, FINHM 2w 2, WY 2 EH % G
THILEDPEETH L, 2L TRMZBWIICEHTH
%DM, Pt Dsgl Pifk, i Dsg3 Hifk. Bt BP180 #L
KEWETEX D ELISATETH 5,

I. ELISAEIC KL 2 HEMAKREEOWT

fFEM 2 ELISA v & LTk, MBL#EX b3
FEE&NTwb, MESACUP™ FZ2E7 L A ¥ F AL
[Dsgl]\MESACUP™ ¥ ZE€Z L A4 »5 X b [Dsg3..
MESACUP™BP180 7 A k25 5, EIRKIIE %
Bk 72356 130 Dsgl ik &, SR & 5o
72345 139t Dsgl $ifk & i Dsg3 ufk % RIS HE T
WEST S EPTRETH 505 FomBlgEhIcmg %
FIRFICHE L2 GBI E— oA L»EE SR
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1 FEEREHE (PV).

ERRFRNME (PR, AJEMEE R (BP) DRRG

PV : RIS X O ERO S A i PF WOV A
BP : WU I3 % FLBE & BB L O OB A

Vo 7 RIEHEFIRENE & Bk - 72354135t BP180
PifkH e T & %, BP O HCOHMKTH 531 BP230
itk % K4 % BP230 ELISA Kit & MBL #t & 1 i)
FENTVEY, BUEDE 2 ARBZHETIZIET
HZEIITE R,

II. ELISA =D KR

EiFy M ST A M AN Z & I1E
Dsgl. Dsg3 TiEEhEnoMillast x4 > 2Rl
M CHRHASIEZBDEMEH L TWwb, BP180 IZH
LTl M B 1 3 vl i A4 12 A2 3 5 NCl16a
(non-collagenous 16a domain) % KW CTIHIL <&
TEAZMH L Twab, BP180 NCl16a K X £ X
BP BEIMHPAEDOFELE P —TTH Y, TD7:
D DOFNOMAIZ EHZHEH L T, BP180
NC16a F x4 Y PAMZ b, #EFKEETH LN
% BP180 @ C K l2xh§ % HOHARL, #HiKIgA
AR E T S BP180 D YW T db 5 LAD-1
X 5 HEHEDHAI SN TV 5755, Th s odifk
LA TIIRET 2 2 E kLR W DEED

(3)

WETH 5D,

Pt Dsgl. Dsg3 #ithk$H X U9t BP180 Hiifk ELISA
FOEBZXIRT (K2), FHMANZ &AL
FA L S 7z 7L — MICHlE L 72w B G o 7R
W SHEURE ST AWM v M a— Vi, B
PEay ba—v & B EEEEINE 2RI 5 (—RIK
J8)o BIBHEIZT L — b2 L, RICRVF F
y—PREEeE# L Vg6 7 u—F
PURZBRINT 2 (RO o PRSI R I BT
ML (BEEMG) . Bt 3825, mBICnE
1L % RN U CREE OIS & 4571 L 721212, 450nm
DWETHOCELZMET 5. 4 ONWOCEIZEH
I3 o o S FAL AR 2 ST 5 1gG ko=
ZRMLTEY KX 5T Index liAEH EN 5,
BARINC I BAEG T v b — v icE T s
IgG VRO & W% TdH - 72K, Z @ Index fHA
100 & 72 %o WOGEE & iR OB T EAE D3
SNBHPANIE END 72D, ZDOWIEE DA
T EXLYEIE. E2h 55N 5 Index HIIEHE
PR EA M TE R Z>TLE ), it ELISA
P CH T Index fiH 150 £ 2L TILIEME 2R Bl 2 K



300

— RIS
(BEIGGDHESE)

¥

i

. 4

ZRBUSRIS
(BERIZFAIF D

&)

PN REM RIS (B Dsgl, £ Dsg3)

BIE
(450nm)

1. EEELE I ra—IL)
2. MERAM (T2 7)
3. ZEFREME (FiED> ~bO—I)

o HAEZZINT R)
A mEnEFOREERNIGGHHE
$\E%$%%éﬂt7ﬁxﬁthmeﬁw

X2 ELISA {EOFER

FIGOTNE (). B L ORUSMEILERMEO 7L — b (HX).
PAEARICL > TRBORENRL S,

MTERL b, LA L., HPBOMVEHZTIE Index
flins 150 2 L2 2 L id LIFLIEREBRT A2 & TH
%o ZOREIZMEDARE LIF5HZ 1LY ik
T& 5720, PuRiliom R o i TR % 17
IGEWII T DR EZET LLEND D,

N. ELISA #%EDEKNE

LD BEME» SETHREEZIT) S LHT
X, BWoOMPKREL LTHEHTH S, Ttk d
5 X ITHBOIEEL D V5720, RRBlgEh
WO HHBRMETH 5,

ELISA : Tl %€ T & % Index fifi | 3% IfLiik i 0 4
BHURD R 2 KWes 5 7260, — BRI & B L,
FBIC L o TEDMEIK T § 2720, BEEOR
BHEE LTOREL LR 0ELY, g
I B PR O LA T TR E Pl 2T & 2 D
BoHLEEZONY HEPEY LRI BN
WCHIET A EDNET Lv, HL, ik k91
PVEATH > THHEMAEZ R E, Hl Dsgl PR
WigE & Pt Dsg3 PrAMAs 13 [ I PRBR S 2 9 5 28
T& %2\, ELISA O R ORI OV T, Bt
Dsgl Hufk 2305 1% T Bt Dsg3 itk A Btk o 554

HRIRKIEIE 2B o X 729U Dsg3 PrikHMmE T b
L <135t Dsgl Hifk. T Dsg3 HUAR D i H 23F 1k D
Wit mEMERIEHE 25D o B BP180 Hutk w3tk
DY EFARBEHER R Z ). Lo LETIIR
L7z & 91226 omARidfho B M KE T
bETEE 25 WRMED D ) HEESHO72012138
MRAELEN % B T2ty BETH-
THERREZEEICHET LI LI TE R,

V. ELISA EBREDEES

L F TR EHIC, TS0 ELISA AR
RIGiE, EREEICBIT 22ZW. REOFHMICIEH
WHHAGHETH S, LrL. ZOMKEOMIUIE
BOPEBNDD 2. T THREDKEZEOMEND 5
PV #1235 1) % Pt Dsg3 Pk ELISA : 0 & 1%
96% T3 ). PF B} %P Dsgl Hifk ELISA 0
JEIEIL 94% & A7 ) R Id WY — 5T BP BH
2B ) %Pt BP180 Hifk ELISA : 0 & 1% 84.4% &
PR, DF ) BPEETH - THHBP180 it
K ELISA 03B 72 2 W REMEASH O L Bt TH -
7ehrHE VoS TBPOWREEZEET S LIETE
v, BEEFEOLHEE LT, RS cikilE



T & 2\ BP230 HifKk ELISA i & il A A D E 5
CETEFDOKEIZINI% I EHT S EDHED
57,

WA, DEDFERITIL ELISA 48 O il 2595 24
ML VWENH LY, BEHIEONEZOND
25, Pt Dsgl. Dsg3 ik ELISA T S 5 8t
AT EE DLk & e D PRI AFAET 5 2
EVRZOHHO—D2 L LTEZ LML, DsgldsH
DXADBIEIHK B AT IA T FIZE>TN K
Willd AHEAIAIRT S, A L&A E 75, PL
Dsg #ik ELISA #: (2l ] & 1 % #il & 3 2 Dsgl,
Dsg3 B IZIIRIBRAD G TN TV 720, O]
ERARICHAAE T B ECHNCH§ 2 Pufk b i ST L £
Yo FEBIZBH M H I Dsgl FiERAR I3 2 Pk
BT DI EARENTEY, K Dsg HH TIT
9 ELISA E0#E 313, Dsg BilEA& 1 T479 ELISA
FEORBR LD BRI L HET 2 & ot Hd
5%, Ld LBAEDOH Dsgl, Dsg3 Hifk ELISA #:
TS T 2P EINTLE Y. 2O
A YRS AL, 2013 4E 7 H X ) MESACUP™-2
FAEZ VLA 5 A b [Dsgl], MESACUP™-2 7 2
BT VLA YT A [Dsg3] BFEFRICHE>TWwb,
DF v b TlE Dsg MlAMZ DB % CHO iz
(HZLEHIL) TIT->TB Y. FRBRBHOREED
FHWEHELLEA Dsg MAD AP SN T W5,
FEOMAMZEADPEZBLTE2AT AT
MEBLux™ 7 A k Dsgl. A7 4 ¥ 7 MEBLux™ 7
Z b Dsg3 b ¥ 5720, CLEIAETIZZ®
XS HESINLTHA ). 72 Dsgld N KT
IV MARLEVED SIARMERE 2 TS 5 & & VAT S
NTHY ., B ED 51320 VRS ST 58T
EHREEEZFE>TBY . —F, Mg x4 o
C KU & 5 FE LA IE T 5120 2 PriIT s
HEF TRV EEZLNTWE?Y, LA LE
EOPL Dsgl, Dsg3 fifk ELISA Tl % X 5l
THZLERSMIMLTLEY). 2DLHIZ, ELISA
ETHEON BRI E U COms 2 LM SO L 7%
W ERHLZEEZHSTEBILLRITNIER S v,
A, FL—MAITH S EDTA CHiLIE A3 5 2
L o T S22 LS, NS 540
OB TE R VIRBIZT L2 LIk > TRk ¥
=73 A Puk. o F ) IFHEEOYURD A E
M3 % ELISA 08 £ &7z ®, Zd ELISA i
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TH LN Index %, #HF D ELISAETHEON
A ELBI ZEICE 5T WEMD D BHiEK
O Index i % FFEMICHET 2 FATE %, FRELE
DHLTROEEFETE 5720, X0 AR RBAE
THDHEVZIH, TOHFELZGDLE T AHhNERAE
TIE17) 2 & 1IETEF, ELISA % HitifT © & % fliak
THIWIMEETH %,

VI. $iARRERINE S h -4 E &
chemiluminescence enzyme
immunoassay (CLEIA) i

4% THi Dsgl. Dsg3 bufk B & U9 BP180 difk
ELISA 2D W T RT & 7225, F7- MMk Tdh
% CLEIA A3 2013 4 7 A IR S 7z 2 &
&), 4#%I1IE CLEIAEIC X 2T LTw
CHEMPNFHENS, MBLAEX ) CLEIA#EOF v
THHA5TA4 Y7 MEBLux™ 7 A + Dsgl, A7 4
¥ 7 MEBLux™ 5 Z  Dsg3. BLUPAFA4 V7
MEBLux™ 7 Z b BP180 %12 H X W IliFE ST w»
b0 TNHDOF v MIFHEHOEHEESHRLEIZ
AN XVERETHET LI EATRERD,
X5HICELISAE L DIEWIlE#REAZ AL TWD S
EDS, BOHUKTORETD & 5 7% 5 MG R %Z
TOFTICHET L ENTREE 2 b 2RI OE
D, HERDH Dsg MK ELISAETEHE IR Tz
Dsg WibRAEHAI G EN R 5 2 L LT[R O—
DTH 5o SRLATIZ20134E 12 A X b CLEIA #:
ABITLTW 5,

BhHUIC

4 F TIR72 X 91T, P Dsgl, Dsg3 PifkB L O
Pt BP180 Hufk ELISA 1% H O MK IE O #13Y
ZWr EEAREE, BRSBTS
WCHHMHT, »offifERmAEE VWb, L L
EDSIZ, MDA & Z DR EOMMRO T %
HFE$IC, BONZOBIERZTICRERS LT
LEWDRHTHb, T5EMEOHE» AL LM
AR Z R L, BRo 7RI A THREED H 5. K
P FEIMAEMEOATHE T4 2 &2, HIZHEE
DFERICH ZE Y JB2RIT R 2 St 7 b
FZATHREMICHL TV HTHD, 29752
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ETHRIZOWTHS M2 2 EATE, &

D iEZRBHEE AT O

ENTEBIETTHD, Fiz

IZCLEIA RSB A SN, CRHOMBENLI NS
L O HTOCSEEWKEIEDZIROY T ST {
ZenftEE S,
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