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Expression of cell adhesion molecules on positive reaction site of patch test
with Dermatophagoides farinae in atopic dermatitis patients

Jinn-Gill Choi, Hyun-Joo Choi, Soo Min Kim*, and Kwang Hoon Lee

Department of Dermatology, College of Medicine, Yonsei University, Sung Kyun Kwan University
College of Medicine, Samsung Cheil Hospital, Seoul, Korea

Background . The pathogenesis of atopic dermatitis is still unknown, but house dust mites
are thought to be playing an important role in the development of skin lesions. Atopic dermati-
tis shows an immediate reaction to mite allergens in skin prick test, postive IgE-FAST for mite
antigens, and higer serum levels of mite-specific IgG4, IgE and IgE immune complexes. This im-
mediate antigen-IgE-initiated reaction, however, is not clinically and histologically relevant to
typical skin lesion, eczematization.

Objective . We tried to show that atopic skin lesions can clinically be induced by the type IV
hypersensitivity to house dust mites and evaluate the histological features of the eczematous
skin lesions.

Methods : We investigated patch test reaction to Dermatophagoides farinae and the changes
of expression of interceltular adhesion molecule—1(ICAM—1), vascular cellular adhesion mole-
cule—1{(VCAM—1), and E—selectin on vascular endothelial cells in skin biopsies obtained from
positive patch sites.

Results : Positive rate is 41%. The patch test has a good correlation with asthma predisposi-
tion. In the positive reaction sites, the expression of ICAM—1 is markedly increased, and those
of VCAM —1 and E—selectin are induced on the vascular endothelial cells.
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Conclusion : D. farinae patch testing represents a diagnostic method besides prick testing in

mite—induced eczematous dermatitis but better standardization is necessary. D. farinae can

activate the endothelial cells and enhance the expression of adhesion molecules, so allergic con-

tact sensitivity to mite allergen is playing an important role in the pathogenesis of atopic der-

madtitis.

Key words : Atopic dermatitis, Dermatophagoides farinae, patch test, cell adhesion molecule
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ncisco, CA, USA) 20ul8 1587} vtgA)7 )1
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Z5ro 9o ¥2-& FX A7) Mayer's he-
matoxylin® 2 thagA-& A% ¥ gel mount
2 s an g o2 g

4. &5 e

FEZAL A7) BAe] A AAY ¢ HE
g, 994 3%, YRUxA 2, ¥F 3
IgE %, == ¥% D. farinae o] IgE X2}
AAPAE GolR7 |98 1 testB AMREIY O
™ pikd 0.05 v|RIQl Aol folidel e A
o= WY

& I

1. HEHA SNB-

F 227 9] oty H{EH @AM D. farr
nae g g WL ¥ A= 9H(1+:
84, 2+:1%)oz 41%9 WYEL EyY
(Table 1).

2. YN FE52l AEHAL Frjelo| Apia|

Y FFET 2H(9%)0l AF, 147 (64
%)ol F%5, 698 (27%)°] 5 FXE 2Y
o AEHA A3 AF oiey FREe B
A 2%8F 19(50%), Fo= ofEy HiY
€ 29 14%8F 5% (36%), 39 olEy ¥
FEE 2 69 F 35 (50%) A Fdutsol
#EEo] 3 FFE FEHAL Pderst
o FAREA dBdo] /i (p=0.819).

3. M4 20int WEHAL Tt ARZEA|

T 2273¢] 3B F A HAAYeY 7}
£¥0] Ax = BF 69 (27%) 0|0,
o] & 593 (83%)A FEHME NE-S
Hef HY o] e BAIAM B 4<lo] ¢l
£ 3l nlsle] HEAHAL HdEe) ¥4 e
U BARH R fold dudE RHH(p=0.
023).

4. TRCXIZA IR} I HA| nlole] AphaiA|

HEGRAAA 2+ 8 HRl Bl 3Ho
o] oAl 278(67%)0] HEHAMS Pute-S
HAR, 3+8 B 499 A= 25 A4
$(0%)& By, 4+ 2 Jepd 1599 #x}
dre 7H(47%) 0] FIirgg Ro] miazt
AL AF 3 JEAAL PN el ¥ A
HAE Ve A 8ttH(p=0.192).

5. I & IgE U1 YEHAlRle| TA|

8% & IgE %2 315U/mlslA 3000U/ml
oldel RE¥E HYor HF 1839.1U/mlg
7H AdE #ESY. 8F £ gE Yo
100U/mlel] 4] 1000U/ml Alele} $xk= 9o
Z o] F 5% (56%)N 1 HEAAM FAue
o] Uehgtir, 1000U/mis)A 2000U/ml A}o]e]
A e 38F 198 (33%), 2000U/mloA
3000U/ml Alole] Sxp= 2= 19 (50%) L
2la 3000U/ml o|Are] Fale 8WE 29 (25
%)M P B ¥F F IgE ¥ H
EAA PNk AREAE Holx] it
(p=0.734).

BApee] Uz AT A9 HEFAE o
6.1% (R4E9 0.0-7.0%, 19e Ax =g
)E AHFE HAAR, 8 (38%) M=
7.1%0A 12.4% 7x] 278 27L& By

— 486 —



—JG Choi et al.:Expression of cell adhesion molecules and patch test with house dust mite in atopic dermatitis—
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D. farinae o] ¥ ¥F Ho] IgE X7} 2+
QA #Bx 3% 2T HEHAIAM SANE(0%)
& BEN, 3+9 4+ x4 735 3
3 (43%)3 1293% 679(50%)A Fdre-
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Table 1. Results of patch test with Dermatophagoides farinae (n=22)

Parameters of Tatal no. of Patch test Percentage
patients patients Positive Negative (%)
Positive rate 22 9 13 41
Asthma predilection

Past or family history 5 5 1 ‘83

No history 16 4 12 25
Clinical severity

Severe 6 3 50

Moderate 14 9 36

Mild 2 1 1 50
Skin prick test

4+ 15 7 47

3+ 4 0 0

24 3 2 1 67
Total IgE level(U/ml)

Over 3000 8 2 6 25

2000—3000 2 1 1 50

10002000 3 1 2 33

100—1000 9 5 4 56
Df specific IgE

4+ 12 6 6 50

3+ 43

2+ ¢

Df: Dermatophagoides farinae, no.. numbers
* . p<0.05
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Fig. 1. Photograph of the specimen stained with hema-
toxylin—eosin from the positive reaction site of
patch test. There are mild acanthosis, marked
intercellular edema, migration of mononuclear
cells into the epidermis, and perivascular infil-
trations of inflammatory cells, mononuclear
cells and eosinophils, in the papillary dermis(H
& E, x100).
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Fig. 2. In clinically normal skin, the expression of
ICAM—1 is observed focally on the vascular
endothelial cells, and there are no expressions
of VCAM—1 and E—selectin(normal skin, A:
ICAM~1, x200; B: VCAM—1, x200; C. E
— selectin, X 200).
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Fig. 3. In the positive site, the expression of ICAM—1
is markedly increased, and the expressions of
VCAM—1 and E—selectin are induced on the
vascular endothelial cells(patch tested skin, A:
ICAM~1, x200; B: VCAM—1, x200; C: E
—selectin, x200).
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