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[Abstract]  Autoimmune bullous dermatoses (AIBD) are associated with autoantibodies against structural
components in the skin and mucous membranes. Pemphigus diseases are associated with autoantibodies against the
components of desmoglein, while pemphigoid diseases are associated with autoantibodies targeting the structural proteins of
the dermal-epidermal junction. Depending on the components targeted by the autoimmune system, treatments for the two
types of diseases are different, so laboratory diagnosis is required for identification. Traditional laboratory diagnosis
methods include direct immunofluorescence (DIF), indirect immunofluorescence (IIF), enzyme-linked immunosorbent assay
(ELISA) and immunoblotting (IBT). In recent years, new technologies have emerged. The low-cost and efficient BIOCHIP
technology simplifies the interpretation of IIF, and detection rates of Dsg3 and BP180 are as high as 97%-100% and 94%
respectively. EUROTide ™ technology is more sensitive and specific than traditional DIF methods, with less background
fluorescence. MESACUP anti—Skin profile TEST (ASPT) can detect multiple antibodies simultaneously, and the detection
specificity for Dsgl and Dsg3 reaches 100%. Lateral flow immunoassay (LFIA) can be used for rapid qualitative testing and
results can be checked visually. Chemiluminescence enzyme immunoassay is highly automated and efficient, with 94%
-99% compliance rate compared with ELISA. Fluorescence overlay antigen mapping using laser - scanning confocal
microscopy (FOAM-LSCM) can differentially stain different components of the skin basement membrane zone by one-ime,
which is more efficient than the traditional manual DIF method, and is useful for diagnosing the AIBD that is difficult to
differentiate from bullous pemphigoid or acquired epidermolysis bullosa under traditional methods. Laboratory diagnostic
technology plays an important role in the treatment and prognosis of AIBD. Based on traditional laboratory methods, this

article compares and discusses the value of new technologies in the diagnosis of AIBD.
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Table 1 Specific antigens of epidermal bullous dermatosis
NI Bk B 25 1)

T BRI Dsg3, Dsgl

Al giiPRI o Dsgl

LI BER R A Dsgl

IR KA Dsg3,Dsgl,Dsc3

BRI RIEHE Dsg3,Dsgl,Dscl, Dsc2,Dsc3,
B 50, o,- FLERFEER T L,
BP230,BP180

IgA KIEGHE Dsgl,Dsg3,Dscl, Dsc2, Dsc3

SEEFE KA Dsgl,Dsg3,Dscl, Dsc3

Dsgl/3: FFRLE 8 171 1/3; Dsc 1/2/3 AR 8 111 1/2/3; BP180: K
PEFITITHEPUE 1805 BP230: KIE M KA HLE 230,

®2 RETKERHFEFERR

Table 2 Specific antigens of subepidermal blister disease

T T KRR ELR F Y

IS RIESE BP180, BP230

TR IR I BP180

SR TeA KA R LAD-1,LABD-97,BP180,BP230,
VI i 5

R KA BP180,BP230, 2K #1332,
abB4 G R, IR

Pt p200 25 KA p200

PAFERIEMER B IARRE VIR

KB H R AR TN 7

VR =Y E PN b BP180,BP230

PRI I BP180,BP230, )24l i% £ 11 332

BP180: K 4 2 K ¢ H I 1805 BP230: K J 1 25 I 91 95 i i
230; LAD-1:linear IgA disease-1 antigen, 2R IgA Wi-13i )5 LABD-
97 : 2R TgA KBTI 97

1.3 IME¥2 W
I3 222 W a] LU SR X 43 AN R 28 R E 2R B Bk,
HAR AT AAE /N, SO -3 LA T B2 P BORE )
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R ARG R 1 mol/L S AL NI R0 (4 °C, 24~
48 h) , i Bz K 119 2T K N 3% Bz A6 35 W AR AL 43 24, BT D 2
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ELISA © 2812 % F T AIBD G FR G4 (600, B 7l
LB SRR, AT T RE NS & B MDA KPS
5 % SRS PR, ) s A LA T o s o I 375
FEAR I N A e A 3PS S L I T S I A bR —
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AR5 A B, ELISA 3 %) PV (& 0T Dsg3 PLIARKE H R h
92% , %} PF H 3 (BT Dsgl PR H 284 909!,
1.3.4 1IBT

IBT REG 5 BRI AR G /0 UL A B Bk . AZRR 4R
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FAREE ke, B AR ZR i .
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AT TIF 19 80 352, 3 0ol 39 BB L 4 S e W M o7, R B
AR R R B X3, 389 0 R4 5L A P i, B3
P2 1 R I 1 R AR R SR . HR, SRR AT A4 2
A B — PR S BT R Gk T N2 HEK293 4ii it , [k
ol 28 3 % Gt Dsgl | Dsg3 Fl 2Rk 48 31 % Y% Dsgl . Dsg3 119
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%2 )57 1 (W DIF 458) i — B2 W™, H ik A 5 2 MR bt
JRIEAETE & v, G VIR R JR i NC1 X3 . BP180 i 713k L #f
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2.3 MESACUP anti-Skin profile TEST (ASPT)

2 SRR 5P ELISA RS 78 48T 1Y S Bz AL A (] B
R I Z2 Ff B AR, ASPT AT 7E A [R] A9 B2 1 L A [R) B 40
Dsgl . Dsg3 . BP180 . BP230 Fl VII %! Jj¢ J5 d 4 Ht 5L, W) ] AAE
— 1| 3 8 A ELISA J2 I AL (AL H5 B4 b LA BH 4 % BEFL ) o
o T A HUARDEA TR IN , I L9 B ) ) A EL A% 48 ELISA 440
— 2P Orsolya N. HORV "ATH W58 K B, 5 . 2 8
ELISA #H L, ASPT 0] LA % 88% M4 %, 3T H LA Dsgl |
Dsg3 . BP230 Fl VI i Jirt iy e D0 AR S B T L3R 3] 1009% , %
BP180 M4 5 ] LIGA F 98%., 53 4h, ASPT X Dsgl (T
Dsg3 . $1 BP180 . 471 BP230 Fl471 VI 7 fi JEL470 U4 (14 4G 00 52 i
43 5035 5 929% ,93% . 66% . 62% F1 81%, 15 1& 5t 1) P 5 %k
ELISA #H b R SR s ™7, B T REAS 22 i M T A K41,
ASPT iR BENE 7 0 35 B U ol A2 AP AGI 2 BT Ry R Bl 2™ (1
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BHAPEZS AL, 7 25 45 DIF K 25 4 DL R I R RE IR #E A7 45
F
2.4 LFIA

LFTA 23 THABUIR  His ARic Dsg3 FE 7R 4 TR 15
BT His HUAAR , 0 B FEAS BT Dsgd HUARIEA TR . it
DX PV ARSI 52 0 RN S 43 SR B 73% 1 949%™,
LIFTA 9 DI 3472 TR D0 Bsf Jia) e, o] ) R 28 285 SR, 9 L T LA
i FH Y L O MRV RN A I SRR AR . AN 2 b
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T g SN AT BE e BRI B B R ABBURE , LG 45 7
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FERRGRE AR H A0 AT 2 B FIGIR . BE#E % AIBD &
S ML (R R ARG, B A A 5 AR 1 28— 25 1) FH R
K, B SRR A A AR BT A DU T B AS T B, S e
LN AL R AP A N i DR
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