8 A S5 M 4 5E(J. Subtropical Agn. & Biotech., Cheju Nat'! Univ). 24(1) : 21~28{2008) 21

OlEI|M m&Y

A4, A0¥
AF YR 590t}

Atopic Dermatitis

Min-Seong Kim, Mi-Hyoung Kim
College of Veterinary Medicine, Cheju National University

ABSTRACT

Atopic dermatitis is an well-known chronic
inflammatory dermatitis caused by genetic and
environmental factors. Recently, the occurrence
in humans and dogs has been increased. Atopic
dermatitis has unique symptoms, which were
closely related to a variety of etiological causes.
Basically, atopy is recognized as a systemic
immunological disorder and atopic dermatitis is
manifested on the skin of host. In this review,
we summarized the specific immune responses
in atopic dermatitis, especially in skin including
dermis and the related therapeutic treatments
for the disease.
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Fudtel F202 A% U4 YAL oW
A AAC &3, B4, 229 5o wdg nu
gatA ek ey olEddgde e
493 o2 Ad vEnte WY, 2% FHE
2 A8 ggHos AgHE JFAA oy
gugelel Aeel el g e FA ok
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olEFAY FHE P ERFH FAL S,
A, §30°] Ut HA A oA HEFL ¢
o] AA 7l8& Ao AZAUJATL AHE Fof
A 2%Fol Udetvds Rolth Ad olEmA
4 82471 A28 A& 9| & F F¢ A2 o}
A 0] A7IA Fsurh. g oY AR
P vl PYFo2 A vy
E 7tE&FH o2 A% &doz R &

E4olg ATt (2003, Beltrani ).

olEd g g A AVl F 60%2 &4
7t & & oldte] folrlol I n 85%7P 54
ojdtoll WHF} olEMAY HHAL BF FHo}r)
o w3t fFAHEH AUd7A FAE FE
AL ARAAME B4 5 o, dFdE #
HWEL o7 10~20%, A2 1~3%o°|t}.

olEN] TR Qe WAL FHY 249 &
A 847t BEF EA%. olEmyg HrgL
7vE el AEo] ul$- 2 AgPgoz APA
BFole AL 4 72~86%, olTAARFoldA 2
1~23%9] AW Eo] BuFHUY §H JF
bt ALF7te vls FHZE ohESA 9B
ol LA v &o] 3u] o)A EUTH (2004; Leung
).
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SlEI AU g LARIAE
ozl TH Yeds TAhHoz Jeyrs g
Ta¥oeg Jeds ZA$E R gg o
7kAl o2 Edtt (2003; Beltrani 5).
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HEE A JAE BdE B#HH dise
Aoz dFE wAA e FES Asy A
FstA Ad. 97lde AF 247 LA ¢l
ool F AAEL 7HEFFE FEstd Fo 9
FE EZATNA HE o}EFHA ZAMITAA ¥
AZH AolE7IUe] BHlH dF9 o8 @4
7t FEHR %"*5}8‘:} LEHL Y Ay
MEE fFE3n E frxsted olEdY R
el 9del -‘?‘_C}

SHLEA = 44 o|dte] ol FolA 6~8%, 10
Al o)l AToA o 2% YEbdh ZA R
ZAL T3 SALHA H2EAM 40%° 717t
& olo]lE FolA AT olETA FEY FAo)
Buddt SALHAE B olo)lg2 FF 1
5 H2ZEdX 8 IgE H2Ed $Aduwrgo] y
gon g SAA”, &4, I, F 2F F)
o /iR ez ez wkgo| el o] &4
@A o] Eo|XQ T HME/} olENA ARG
o] o] EAlxn g2o] AyPHoz u
FHEE ¥ 5 Ut "M olERA IR
d FAAAA SAdHAE HAI AANA F
AN AE F4E dede #2359 I}
At (2003, Beltrani §). M T 4%
A 7 dubEl deA4g HRgez o 3
5~70%2 olEFHAY IR H FA 74X do
(2004; Youn 3).

#FE4Y 9oz olENA IEY W o
90%7t Staphylococcus aureus®l Z9E 4 At}
3 BRusdd. S aureuse °}§3]"“ iy 2
o] olAAUo 2N e Z v FE Axdn
Ak, 2 g0l dojA YA <} —’:Eﬂiqi EE <
Hel x§o] 7MY X&go] vls] E AFHE Ho
7] dZo Faslth S aureus7t HE ©l <¢3A)
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7le WL fYYgYez EIe 549
th oA T AEe dAAZE FEAA
AlZich R P9 oA HEY fAle o
39l Eol3 IgE FAE APz ALY
agjn o] IgE #HYel i FAE otEFHA
HEge o 4378 FHAENE 2HZ =
ol A&stA Fx=3tc) o] el Streptococcus spp.
T ot gad AgAdd A3t HoUdA %
3tch (2003; Beltrani %, 2004; Leung 3).

A A=7] (house dust mite, HDM)E °tE
g4 F2ge] 294 4A F 2 HFE AAF
th. B3 #29 Mz FAAR=77E AR
Z83% olEmAy IR g Aol
(2004; Youn 5). Atge] olEA FRFAA &
3 FAXA=7d dF xFo] wS FasidH,
Eo] %M HAEAM 40~80%2 #A7 FA
& Uehd. ANAA=7| FolAJA T AX7}
olE3 ftel I RN Easo FIAAAFI=7]
EojFQ ddpet ¥Y IgEe Frih otEFE
ol Al YetUA ®oh AN E FA JAANE
21e 8% ZFUdeltt. D. faringe D.
pteronyssinuse At@E A RFA 7HF gol
UeluE Folr} (2002; Yamashita ). M o}
94 fRdgdas 839 60~90%7t JFAAIE
71 FAgurgg et AR FAle AEA
M= oF 58%2 FAWtgol vehd ATFAHIL
otk ole 7hMEE IAAANAET) FFAdol A
¥ A3 298 7z e AE LIEH
(2006; Nuttall ).

o]9]o] YeastZ Candida Albican°] 7bg B2
o, Viruse otEAA ¥ #x7t & BHH
AL UAT ol A4 sFyuio] YelyiA
g9 uj$ A Z=goz wAsA ok (2003

Beltrani %).

2

ol=alo| eleiatx 9ix

A A Y A3 HaFRg Fo Fus
z2 e HRAE IgE v AFoez BT
3o w3l AAag IgE #Als ¥ HAHE ]

Fer&Aol A%stn Ax =29 Aol 233t
W gAstd wigA XA o7 oAt FA
wagn, o] hAREZRZ sty F#H FHAH9
Z7h, €#8%, 7|84 € WREE2 £5, &
dZF Fo] wAFL ol WAWNTE FAY
#H9lutS (immediate hypersensitivity)2hil o
olo] AR MAME olETE ot

Zzg vt XolN WEste iAze F 2
Foz FAHYEYG FANEE Jehde 32,
A o7z} F713A NS (late-phase reaction)
& 53 MolEFIIoth o RolEFldE
IL-3, IL-4, IL-5, IL-13, TNF-a 5°] &A%,
FrdA wge F2 FAPFE FEsEd,
Th2 A X9} v DA XA fd TNF-q, [L-49
& HolEFQEL H3 AAYW WA Z F
g3t GZHg e FAFG. o] FRd Yehde
Z71gA wrgol uE olEHY HY¥ Yol
(2002; Nuttall %).

olE ol piofstx Ny

29 xZd o FL& AT FUAANAE
(antigen presenting cells, APCs)9} Z g3t &4
AANHNEZRE Y& o} Y T AxXe &
AAA A X7 e L-10, ZAAZ7E Enist
t TSLP (keratinocyte-derived thymic stromal
lymphopoietin) ol 21&a] Th2 AIXE £33t
#BA3Y Th2 A¥E B AxXet g3l B AX
8 A& ZAA7I3 IL-4, [IL-13 5 RoEFQ
g Rulslod B AlXe] IgE FATFUYL FE
t}. o]FA Z71¥ IgEE | RAH X FceRl +4&
Aot e 2L @ IgE' ¥ TAEE A F
o) w=Z5H A8t FceRlo wxtA o] ol %
ol vwA X7} GAstET. EAstE v WA E
t 48 oARg w&dd. o) F 3AER
(histamine)® T2 2€e}Z 39 (prostaglandin), #
FEZA (leukotrien) T FA1E FAWgS &
R k=

gAstd ngAEzE RBuldies viAzde
IL-4, IL-13, TNF-q, IL-1, IL-5, GM-CSF %9
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Mol Eglel Atk o] F IL-49 IL-13& Th2
HEL F7tsh 8ol 83 o BE& Th2 A
X¥E TEo A @ TNF-ag} IL-1& 3
Wl NF-kB Asd9E @438
E-selectin, intracellular adhesion molecule
(ICAM)-13 2 g3 Raize] 23d& 4
g xAH3g, IL-58 GM-CSFE 3479 A4t
I Ao FLF JE e ANolEIIUol
o2 AFREY F/E HEdY Fr-vA
HEE HetdA ste Fa¢ vifAtolth

A Eol A Eulg IL-49 [L-1322 F719
Th2 Al ¥ 3 222 [1-4 IL-5 [L-13& &
Hl&td o] @2 Th2 AlX9 £35& of7|jit} o
o} 2ol 7] o}EFE Th2 AX $-A9 7o
E Aojtt (2004; Leung 3.

B Yy THeE IS »FE L5,

Allergen

IgE-secreting B cells

GM-CSF 59 #olE7} zgo 2§ FAtT7e
7kt F719A wgo dAME 59 94F9d
AMEES0] BolAA "ok zglm z7teA, 2a43
A ZAdY (S aqureus, HDM)o| 93t xZo g
BHgolEg Y HEd g ARdE IgEE 7}
Axn Qe FASI2AE, 9FAH FALAES
®ol F7ista, daFo AHNE HF9 9y
Tt ®el AFE Jon Fg AR B
"doh. o] FALMEEN dAAE, IAFE
IL-12& AJ4k3ld Thl AE9 E3E 2143
t}. 8439 Thl Al £+ IFN-vE 2H|3=d 9
IFN-vE W4 HX & @438 o7z T Hx
€ AR Thl AMEZ EAIA WA olEFJ}

Thl $¢19 4HE HAsle 93 A g
(2004; Leung %).

IL-10



olExY TFH

mast cells

- ‘
L-13

bictamine . L5, IL-1
prostaglandin, GM_CSF
leukotrien A

(Immediate hypersensitivity) (Late-phase reation)

Fig. 1. The diagram of atopic pathogenesis.

A. Antigen presentation, B. Th2 cell activation by APC presentation, C. Isotype switch by
T cell and B cell interaction, D. Produced IgE binds to Fc receptor on mast cells, E.

Restimulation to mast cells, F. Inflammatory mediators release from mast cells (Dash line
indicates the responsible cytokines for each step)
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OlEm #xjo| &3t MolEtol

IL-4= Al olEs HdFPulg2x wdolr o
IL-49] 2&o] olEe] AE7} HE Ao)EFQ
ojt}. IL-4& B Al X IgE F4 58 ML #
St B AEZ 3td 3 IgE FAE AAstA
o HTAEE FAAZZ £33 T MEE Th2
AEZ AN I 98L st FHolET A
ThZ 9 BRZEE FA&A @) IL-132 &
g T2% IgE F4 ¥8 AL F£yse Mo
E7Ie2A IL-13 S} vt9-2& IgE A4ka
el 2 gk-go] A} IL-5& Th2 A X} v)gt
A oA FHBE AXZ o2 FAY Fyg
A FATe AMEI A s LI o]
IL-6€ olEd4d AFgE el detds e
ZATF 7 FE 4Uo] HE MolEFAL
2 AHAH IL-5 AEE o2 gAurg
AE ZIATFZEEZol JeuA ¥kt (2002
Yamashita 5, 2006; Aral %).

IL-102> H#ZAZAA  (transforming growth
factor, TGF-p)¢} Zo] Uty oz Wz Ko)
EFRIez d2A Aok F2 F4sE M E
AA AAEm T HEeL ZAME (keratinocyte)
AME AAddch IL-102 4358 A x9
§2 71 € dAsts 488 o g4 sl=w
&g gt A FAZAE 3 IL-10& T
AEE Th2 AIEZ2 £38 FAANE= 98L 3
o F49 d9dAFLERE g Fge @
578 olEHOA Th2 AX7l $92] AGA o
A YdelgdEs RolEFQdlE IL-4, IL-5, IL-13,
IL-10°1%} (2002; Nuttall 5).

SFEAA IR Po] THoE ZFE Thl AE
+9o Az uAA G o] o g
AolEFtQ1e 2 IL-127F Qth IL-12& oA Ax
o FAGAEANA F2 FHldn T AEE Thl
AEx2 2354 3dh. £3 natural killer (NK)
Axst T AILE 33 [FN-vE Qs
3t 98& o IFN-v= Thl A ¥¢ NK A
X7 Boldte AolEJIQlez giAAxze 84
A 7IM T MEXE Thl A2g B3A7es 9%
S @ TNF-av dAAMEe T AToy F=

THEY dFugo] Fd dTg e HolEF
Jojtt. FFo2 Z4E TNF-ao %o] 2713
o o)A wgolEn A I EYGdA Thl AX
+He dGGEHE YeElEe MolEFdoez o
HAQl o] IL-12, IFN-v, TNF-a olt} (2002;
Nuttall %).

OLE o] eiotatx ofal

olEd #AELS AU A wgdlo
=9 Y IREE AT duiyoz e
AAANE IgMF IgGE F=2 AAsn 29
IgERHE A3t IgE9] §Aolle CD4' T A X
o] o1& Th2 MXe ®3le} Th2 ME7} £
e IL-49 s dizjdc. IL-4= B A X9
IgE 4 538 A4S A3 olEN A=
HolEd gauc F8Ad o & 49 IL-4
€ EBH3l= T AXE 71Xz gen, FAQUR
O AE G o ge £ IL-45 44 [L-13
EEY ¥ IgE T4 58 AL sYsie
AolEFIQI o2 A [L-13 XofL uS2oyE
IgE 433 dejzwgo] 74 e} (2004; Leung
).

TGF-p= T Axo &3} 54, A E9
843 JAste A48 sl BAgA Mok
o2 &deA ok E£§ B HXY IgA 53
AEZ F=3td IgA 3 4ie =280 IgA
T HYEde] "ag FA FYo|th AR A}
F3 e s RoM= TGF-po #za wdo)
A3 2 el WA, BAA olEmAy mB
e MZ Hlx3 £F02 TGF-p7} A2 d s
Aok (2002; Nuttall 5).

IL-10& TGF-p&} Zo] " A Ro]E7}Ao]
At TGF-Bot 22 AA4Ax olesy] A9} &
d &0l 2 Aol7t AUk 238 Al olE
A FRgdEat] IL-10 2@ Fo] 718k}
ol FALME Fe IL-100] T MEXE Th2
AEZ2 ZATIEY olERY FHR Azt A
HRol FANHEI F7187] g Eojt}, wralA
HAAE} T AE fele A4 [L-107

iy
A
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Table 1. The major immunological disorders of atopy.

Atopy

Explanation of each cytokine

High production of 1L-4

High production of IL-4 from Th2
(Gene 5q31-33 polymorphism)

IL-13

Decreased allergy in IL-13 KO mouse
(Gene 16q12 polymorphism)

Decreased expression of TGF-p cytokine

T cells, macrophages, IgA isotype switch, immunosuppressive

IL-10 (maginal increase in human,
but little change in dog)

Dendritic cell-derived IL-10, Th2 cell differetiation, inhibition of
macrophage activation, immunosuppressive cytokine

The high concentration of High
affinity IgE

In normal, IgM, IgA production
(Gene 11ql3 polymorphism)

FAAAEL FA9 Th2 AL #3} IL-10& +&
3o dF¥ "art AL Ao|th2002; Nuttall
5, 2004, Leung %).

olPE WA ol4g AR Uve olET
$AEL FAgH o2 Hdsr] Yl IgEst Th2
AolEFIRIE T3 RFAHAFR HHT 2
% IL-3, IL-4, IL-5, IL-13 3 GM-CSF& 2%
e FAARZ uE 5q31-330|t. IL-4 FAA
9] %22} (promoter) ¥#9 WA FARA ©¥
4J (polymorphism)o] Yetwttt. ol= o] A FA
A7 IL-4 fHAe] £2JAEFA L F
olEv4 R WUt FrHAZdE A
€ 9uste el IL-49 FASHA IL-13 #&
3 99 (16q12&5 A=A o3 gdo] et &
A8lg T AX 248 (RANTES)Y F3# &
9] 71%53 o] (17ql1FAAE S7He T AXE
o] RolEFIQ g 448 £ Y& Ao =
g GMA 119132 IgE Aol &3 (FceRDY
DA pAES R=gEle FHAEAN AF7)
F 3 9lt} (2004; Leung ).

Attt 7ol ofEn|d njSF el Al

AHEHE ofEHAY FHRYGo] e MEL 5%
7t 34 olste] R Fde] vehdoh At e
olEFA HRYGL Mz uf$ vz Al
olEy Rd2A @§e FHE 7EAR Ak (2002;
Nuttall 5).

el olEdA HRPYPLS WAoo R ul$ ujk
st 7le] H|RAEE P, JTHORE AR
o] H|BA ¥} v BXo} FAYE M Y
th2006; de Mora ). AtgE9 H|TAEE G 3
28 &Aoo W& o oy FEE d=d A
o] wTtAXo| X AlEe] trypsin, chymotrypsin#}
A% #7 (homology)7t ¥& tryptase®} chymase
£ 7N 3 Stk =3 £2E YDA XA &4
| oiz F S AR i dol A9 Hlw
AXel A of§ vxdty 2 WA} AR
FE9 HA7 AMET #AHETH2006; de Mora
5). % 34 oEHAY FHEQFAA =2 IL-49
W@z Th2 $A49 WA AH, 4 olEHA
HRgoA IL-129 IFN-v $99 Thl $9¢
WYy Aees AHE olEFA IEHHY g
(2002; Nuttall &).

TA MY AlFEe] olEHA HREPe WA
2 g2 Hole olEdAy FEHe oA A
¥4 Igel HEFE7F 37 MAS vz e
g 2 Fxo ¥ o7t g HE THE YE T
geel fAz N & o7t gAUTh ol& At
Zeo] olEHA HRHAN Friete ¥ IgEs
Hl 2 &t 22l AHelt (2001; Sousa T).

olET A FRio] Walo} A Wi

43Hoz olENY I¥PS BHAY o
o2 A£HQ Haol Bastt ot 432
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ceramide7t X3t ¥ I EAZA Al EE 7
Holl F7t3te ROl
ol YA AHe zAE
Leung %).

S. aureust °lEF G IR 82 AeE ¢
B}A7IE 8 23 ettt #AA AgE ¢
T olEFA #EY A JIFANEE HE
Ay HEAWA o g#3HA #YgE & +
AN, F71FQA olEFHA HP P X5 FF3E
A AFAAA FEFAE7T ool = A
o] E 3] Fag aielrt (2004; Leung 7).

Topical calcineurin inhibitore I4 AHZol=
Aot g2 %9 Agdol ol EAFoY U
2o ALY & Utk dA ddF 522 A
A Azanel ok o] WY 9 1FH o}
EFY ARdd £344d 4 ot Cyclosporin A
£ 783 HAH calcineurin inhibitor2A o] ¥
ol¢t 419 Hstxn nAAQ olEHA HRFGd
EH7E S S B AT 9wz Ao (2004
DeBoer % ).
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