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Abstract I|

Hfects of Yuldahansotang on rat skin occured the Allergic Contact Dermatitis
Kim Man-sic’ - Park Seong-sik’
«Dept. of Sasang Constitutional Medicine, College of Criental Medicine, Dongguk Univ.

Objective
To study the effectiveness of Yuldahansotang against Allergic Contact Dermatitis, the change of cutaneous
shape, histochemistry, immunohistochemistry and distribution of apoptotic cells was researched

materials and methods

4-month-old rats were divided into three groups of 10. One is a contrastive group which has applied

Acetone olive oil only. Another is ACD group which has intentionally activated Allergic Contact

Dermatitis by DNCB. And the other is YST group which has given medication of Yangkyuksanhawtang

extract. Each group of mice were observed after 24, 48 and 72 hours.

results

1. With the result of Contact hypersensitivity assay, YST group shows appreciably less ear swelling than
ACD group.

2. Comparing YST and ACD groups to each other regarding general change of skin, YST group shows
less hyperplasia of epidermis, less migration of inflammatory cells and less damage of epidermis than
ACD group.

3. Regarding the change of collagen fiber, ACD group has appeared to be low in number of collagen
fiber while YST shows similarity with the contrastive group.

4. In dermis YST group has showed lower number of mastocyte than ACD group and is granulated type.

5. In dermis YST group has showed less MAC-1, IL-1, IL-2R- a, ICAM-1 and VCAM-1 than ACD
group.

6. The distribution of apoptotic cells has appeared littler in YST group than in ACD

7. Among signal molecule of apoptosis Bcl-2 has distributed more in YST group than ACD group and
Bax and Fas has distributed less in YST group than ACD group.
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1. # R

Allergytt B ERS Af7t Bl B8
o FUEHHE (Allergen)? JEEEHOZ BH
FREsle] HEREOZ 23le Al #2$
An2 Qo Bke Faie! | HZ Ao
SollA] BHAES} Soluha gl sio)ch?

@mEgyo 2= Allergytt HBMEEELE
prEE NS WTERE. AURH. [NBR. iR ¥
o] FEmol| We & glee®™ | 7 FEoZ
= BEEAEY SR 3 R RE
o] ol WAEEolAM A, 1B B Heolt AHI
wyEol Y A Sx Uo7

BE GREy HRd s, mamsAl
e #Eee R#Y SEY HEEC #
Allergys} ZEREMH N FED %R U
o] Allergytt KRB iAHEA FEH s
2 Hgspm gl 1070

BMERAHE RKS "THESHET,S K
A FEsEsRY S 7lad Fiehos
A B EE BA BET. BE AR B
2 A= Ak BhEe kR
BfEoln FiAS KRN BRHBSERLB,
B4, Eifrolch EERRkelAE 0% Wi, B
B, A, ek, BBAIERE. FUE. B F
B oeHiE, HeE EEL BO. AE BR ME
TF], Rk Ky, RE EohEE E B
. ARTHE. BRE BT, IRAK 5T 04
ﬁfﬂ’\:},n*z‘“

72717 #EELBS BREH HXOZE
B B3 P Bl Ve R
B0 el B HmCY Ho] A
v Allergytt #EBE Mol A3 Hmxe o
ek,

olelgt 7lstel|l M7= MBI FIBHEC)
Allergyts BBEM £ vl2)i= HES BT

mRER e A gl s RaEb. A
e S, B tey BMb. SEsTMN
o HHEEMLE BEEsldch. ol ARE e
#HES ooz HEshe violth

I. KEHH % Bk

1. # %

1) Ksinty

WA P EZAletollA FoF e kb 4B
= BALB/c® o3 A& EEFFAA N
A 2EEL ASAZ ¥ HE 20g® AFE
Auslo] ARR-slgict. o5 HEE. Allergy
Rk B FRE (ACDE). Allergyit
BEERAL % % BASELE HhE KR
B (YHTR) 22 Wik & Boll 30°ky
vjAsled 2x1-Q) Allergytd HEEMAS &
BAZ ¥ A17be] Azl we} 24, 48 18l
ToRsf 2 107lely el mEEsisict =y
B BRI srtfi(contact hypersensitivity
assay)S 98l & Bl =2 107ty #HA
slo] EEshoict.

)RS EAE BN WEe BOLR

B ol A8 #8508 (Yuldahansotang
CYHT)-S REIASH @hHMRbrelA A=A
(Table. 1). &% %A 285 HEe ABK
500 meoll ¥ 3E¥RESr ALGE ¥ WAt
otk 1 7S rotary evaporatorZ 50
nd FE3 #MERALE MEES Allergytt
R B A % % YHTH 38%<t &8
2.5 mt/ke/day it FEOHEHR A}
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Table. 1. The amount and composition of
{(Yuldahansotang : YHT) extract.

wEn | & % % | o
B R Puerariae Radix 16.0
" F Soutellariae Radix 8.0
#& | Ligustici Tenuissimae Radix | 8.0
ISR Raphani Semen 4.0
B & Platycodi Radix 4.0
F W Cimicifugae Rhizoma 4.0
H IF Dahuriae Radix 4.0
2 H 48.0

2. K &

1) DNCB &9 #40] 23t Allergy
# EEEE R e 2 FR

B ol A= 2 4-dinitrochlorobenzene

(DNCB : Sigma, USA)E acetone® olive

oile] 4:12 Egd &Ml 5%% 2.5%=2

58 ohe AMgsldd & Bl 5%

DNCB 25 wE ey 2B2F Z3e& K
M 2cm?l #Arste] REAZCh
BAE % 14BA7 =S u ACDES}

YHTES] aReAs 9% $3i2|% 73
2.5% DNCB 4u& #Aste] Allergyt #%
BEEAS FEAAL I HERds
DNCB7} 232 92 acetone® olive
RAMS #Astsct. ACDE} YHTENA

o] Allergytt HBEME FR AF< X

RS2 5e1d 4 olgich

2) Contact hypersensitivity assay (3%
R AMNER 5 4r)
DNCB &t #% ACDESE YHTENA
Contact hypersensitivity assayir 414]
a7 glallal AR 245 Aol 2.5% DNCB

BRI AEEE N5ELF MBRO| O|XE BB -

4pts #Apstel Allergytt HBEMAS &
BAAt Allergytd HBEEER FH &%
24, 48 z2]3 728R0l 2 2% Ao FAE
dial thickness gage (Mitutoyo,
JAPAN)Z £33 o}g ear swelling 44
e Faled ££ Aol g Hkkstach

3) BN HEuEA e
Allergy] BHBREMA &8 % 24, 48 112l
T 728 & BES sodium pentobarbital
wes v % vascular rinse®t 10%
%4  x=%3gal  (neutral buffered
formalin : NBF)2Z LBERKBEES AA
stgdct. DNCB #@#fdffielsd doix #+-5
A2 10% NBFolA 2475t BES
% EEWIY HESE paraffine] Zojstw
5 m SAZ d4dNe wsqch akSolal
442 Hematoxyline® Eosino 3 #

ﬁ’ﬁ}mi BAS Siestsict.

J‘lm

4) MBbBm 6

7b RN oA 8L B
Fepbdldrel AR - oA LS BEEsh|

21814 Van Gieson’s picric acid-fuchsin
pefa s A gfsloict 4 Weigert's iron
hematoxylindlA 2085t PB3E ks
Van Gieson's #fiFHAA 537 Qs

sk,

vb mESAE ML B

mESE s 2A817] flsiA carmine
(Sigma) #el%! BEML CEHEHREES K
MRE-S- Hemtoxylinell 247 #Egis}

odrt.

- ()() —
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o MRS S 8L BUE

RERFE Boists EHMIRS Smet 2
% LS BgEstz]l 8l Luna’s method
S AR LSS Pias AASRIL A4
m FA2] A4AdHE aldehyde fuchsin
of 30w i3 1% Weigert's iron
hematoxylin® methyl orange &#ol 2

7+ 1%, 58§t #HEpEsdt.

=

A

5) REERILBE e

7} WAWEES o ML BE

HAE (glycoconjugate)dl soybean
agglutinin (SBA)S] KM LRI 454
MELE zAR7] 8l lecting o] 8% HiE
MRty RS AAsdd A S
A4 1% bovine serum albumin
(BSA: Sigma)el 30%7 A oS5
1:10022 34" biotinylated anti SBA
(Sigma)ell 4T incubation chamberyoll
Al 24R§REY RAEAIZITE Avidin biotin
complex (ABC : Vector Lab, USA)el
1Fsfl et A2l RFEAIZN ¥ 0.05%
3.3’-diaminobenzidine (DAB : Sigma)
7 0.01% HCle]l £33 0.05M tris-HCI
S8 (pH T7.4)A BEAD  #%
hematoxylin®2 #HEyEsle] Bstdu]ry
o2 PPt Lectin /KBS Zt=e - (&
A+ (o), ++ (TR ) a9
I+ + (B ) oz FARKACG

Table. 2. Sugar specifities and inhibitory
carbohydrates of lectins.

Optium Sugar specificity Inhibitory

lectin [0
dilution sugar

SBA 4 ug/ml D-N-acelylgalactosamine N-acetylgalactosamine

v BB EE A 1BYE SMb iR

EMEE Sl A BMEE 2Absb] Sl
BrdUE °|-4% ®iGMMILPY BBS A4
slodch Al AYE R EMEEES AS
7] 5A1ZMA, 3A1ZHA, 1A17H e AlejAlds
of 59 5-bromo-2-deoxyuridine (BrdU.
Sigma) 50 mg/keS BAFAlstact. doial
ALAHHNE 4 T 37 T2 2N HCl1EAd)
A Zhzh 2084 RAEAA DNAWAS 2
Zct. 0.1M borate $H89 22 A4
2 F RS s oAzl sl
0.01%9 proteinase K (DAKO, Denmark)
7} ¥ normal goat serum (1:20,
DAKO)l 16552t REAIZG 23 o} 13}
82 mouse anti-mouse BrdU (1:50.
Amersham, UK)ell 4C incubation chamber
WellA 48F¢f] REAIFAZ 22 @
biotinylated goat anti-mouse IgG (1:100,
DAKO)ell Aol 4ERiS<t A Fct.
ABCell  1BRIEY AH2olM KA *
DABelA #6421 ¥, hematoxylin®Z
HEmyehsle] Falyo|don gGEEstict

o Mifett mik BMb B

ERet 4 HzAdox Mlpl & ML
£ #EEs] Y84 rabbit  anti-mouse
IL-2R-a (CD25R-a : Pharmingen. USA)Z
o] 43t HBMMILEY) RS AAEGNO,
HollA 71&dt F—3 Hekog AAE

2. MRENES T ML B

W MfEE(migration)ell Fesk=
BBt F (intercellular adhesion

molecule : ICAM)Y &% #{E HEs]
7] s hamster anti-mouse ICAM-1

—100—
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(CD54-1. Serotec, UK)E& o]-83t HigiH
BBy s AAIEed, YA Jle
3 F—3% Ao A=)

6) Apoptosis (MEATE) 454 8L B

Apoptotic  #ilfie] o4 B{LE
8} in situ apoptosis detection kit
(Apoptag, Intergen, USA)E o)-&3% TUNEL
(terminal deoxynucleotid transferase-mediated
dUTP-biotin nick-end labelling) FES A A8}
go. A4 % AHE proteinase K (20 pg/
m)oll 527} proteolysis A2 U2 equilibration
bufferel A 2022+ AHsdc. ¥ oS
strength TdT enzyme (36 xf TdT enzyme :
72 1 reaction buffer)g A elsted 37 T
humidified chamberoll A 1 &t KHEA]
7] # strength stop/wash bufferoll A 104 A=
Ae)slAct.  Anti-digoxigenin-peroxidaseoll
1850 &<t RFEAIZ #% DABE A3ttt
Hematoxylin®. 2 ¥MRBE@E % F3tdo]
Aoz Pttt

ZAEH)

T) MY HEtEE

%M LEE R TUNEL %etq (¥ +
&2 ¢s Optimas 52 (Optima Co,
USA)E o] &3t B4 (image analysis)
S AA A, WG Hs #RE Sigma Plot
40 (Sigma)S ¢ student T test® HHE
S BEsk A

m & %

1. Contact hypersensitivity assay (%88
B FERE 94T)

aRel RisEMol #MSELF KO olXls BE -

Ear swelling ## aceton & Olive oil
BRULS A3 HEN AfldAies &
A FA gMerl A9 F 3
A %L wA ACDH I YHTH S HE
A v FEME A T BmE BA
t} (Table. 3., Fig. 1.).

A ACD#EfAAME= Allergyd HEMBEKTE
K FE T 2R BARE W LEH
A FAE 3353:437 m2 HEH
319.3£1.89 gmoll Hlal HF|ing Hile EA
k. olgld #Eme 48Kfle] HAS o
37414560 mo 2 714 L FIUIE B
T Aor HEHUY. ol2E Mins T2y
ol Z#=NE o= 23|21 359.1:5.08

mo.2 %zt WAHE @EtS Raoy,
A3 HIEBR wsiMs YT B

Ao 2 yelyttd (Table. 3, Fig. 1).

B BAEEVG MRS RWRE YHTH

= AF7|zHE WKkl v A F
A7t #ny Roez uYebg x|t ACDRFO
a] 6“*17‘:- BEE A B ftﬁlél-a— 481K 1)
o 72WE ) T #ld  AAd Allergy
A EENIE R F% T YHTHS A9 F
Als AR 32062407 m,  A8IKsfE =
34944375 um gl 728l 3286+1.51
wm= W= At (Table. 3, Fig. 1).

3. The inhibition effect of ear
administered YHT

allergic contact dermatitis

Table.
swelling in  mice
extract after
(ACD)
swelling began to increase and reach a
peak at hour-48 after ACD elicitation. The

ear swelling in mice treated with YHT

elicitation. The mean of ear

extract noticeably decreased than ACD

elicitated mice for experimental period and

—101—
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this inhibition had probability in P<0.05 of
student T test.

Group Initiation 24 48 72 hrs

CONTROL 319.1t2.03 319.3t1.89 319.1:2.03 319.6t1.51
ACD  319.7:2.74 335.3:4.37 374.1:5.60 359.1¢5.08

YHT  319.6:258 329.8¢4.07 349.4:3.75 328.6¢1 51

unit : gm

AbbreviationM = S.D, Mean % standard
Deviation;, CONTROL, Acetone & olive oil
only treated mice; ACD, ACD elicitated
mice; YHT, YHT extracts administered
mice after ACD elicitation; *, P < 0.05
compared with ACD.

Ear Swelling (tm)
g8 8 8 8§ 3 8

“
~N
(-1

w
prs
=]

INI 24 43 72 Hrs
Time

Fig. 1. The inhibition effect of ear
mice administered
ACD
mean of ear

swelling in
YHT extract
elicitation. The

after

swelling began to increase and
reach a peak at hour-48 after
ACD elicitation. The ear swelling
in mice treated with YHT extract
noticeably mitigated than ACD
elicitated mice for experimental
period.

<{} OONTROL, -O-, AOD -4, YST>

2. Rl AR RIRE SME

HEHANE FEMA FHKEL 28
71k #AEADG. 28U ACDRH
YHTHS o2 ez Bz ¢4
ACDEfA A AllergyA] ZMBEMX F% %
24K5R0] BBHNS o S 4 FH 9
B mZol A% DNCB &HAAIBALAA
Uelhte EBEel A=A, 48K
o] E@AUL W I ARt Batd
2oz @WaEAnt o Ay £E
RS 728l HAS o BREEYE
bl e Aoz et &8 YHTH
Al Yebd AEE EESG #{ts ACDH
oI gEeE EHeee JYehd oy YHTH S
EIHESG A=s ACDBEEYE:E @d A
o2 BHEHUSG.

Table. 4. The change of skin-damage on
YHT extarct administered mice
after ACD elicitation. After ACD
elicitation, the degree of erythema
began to increase and reach a peak
at hour-48. The degree of erythema
in mice treated with YHT extract

noticeably  soften than DNCB
treated group for experimental
period. ‘

Group Initiation 24 48 72 hrs
CONTROL - - - -
ACD - + ++++ 4
YHT - + ++ +

Abbreviation>

moderate; +++,strong; ++++ hard

-, negative; + (trace; ++,

—102—
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3. KR 1ERe] —RRe9el FEE 2t

HIEHS HRUHEQ BEMMe] e &
b7t BEgEsA Zoteh ol whsl ACDH I}
YHT#S HEfHod= 22 Allergytt M5
fEo FiE % FRel &8 W2 RgiEg e
zkol7} L= Aot

Allergytt BMBRI§ R FE % ACDIFY &
AN A GElYE B 48R 21
Ag Aoz BEAHJY. oleld e $A
xRN ABEFB A (keratinocyte) ) @
(hyperplasia) 22 3 FF EE#HS 33
g ®in (Fig. 2), 71A%9 B EgMiaet 7
Ade]  #Eao] THE  FHoE BH
(infiltration)8le @@= 9 #@s} &g
Aok (Fig. 7). =& 7HA1Z 3 7]HFAlo]ol| A
%9 WFES 2 At ED MEALC)F 3
249 bl Emet  AEARe]EZL
(intercellular space)®] #&#&o] BESHA
(Fig. 7). 38 RKESH HEAMS RAERRM
fie] DNCB #Andifz 22 B{¥(migration) #
mnok M ezt @EEHAG (Fig. 7). ol2g
B 2R HAS de odi SRS
2Rt 3] B G A A3 ggiEfgol
Bz A

$H YHTHEAA S st ACDRF#
g fEEeE EIdod, KMoz
Allergytt Mg %ol F5Ld M2 Y
Bt 53] olgjdt KRGS Ble
48R T2i5R 9] I EREOA A YERR

T, ACD#fl vlsl Fpzitifne] #MEm #-

P, BHste HZF 9 B, kK EEEL
KAl RGBS 281 MgrtelE3 [
& %ol BgEAAG (Fig. 3, 8).

4. B 8Ol EEtBr 24t

1) A S=HA48 5 54 84L

HiEZFS AY7I1HEL KM HEER 22a
Aol Hhi BMEZE BlgE A Fdh

ACDH¥Al M Allergytt #IBRER FH &%
KEM EAA 22l d{S HhEd 7T
B At (Fig. 9). 53] o] FAAMF o0
gl e AR Be EMNE AL
o XAt

YHT#HA M & HEND Rog 40445
of Szt BlE=EAT (Fig. 10).

2) BN s 8L

HIENS HY710ed EHESY nES
fiol M7 A=A okt

ACDR¥L Allergyts #MEEHR BHE % &
ER mEe A7 =277 FMkAEd ole
ERFHAA FREAG (Fig. 11).

YHTHI e ACDREU= He sy, =
270l 22 Mol F2 BlEEAC (Fig. 12).

3) Bz Mewalael wiEet o1 81tk

HBHFS HRIMEEA HEMAGN B
Mol HrEet St BEs A I

ACDffel A Yeles IERMES S5
b Allergytt HBEER FE & Kol
RBYTE TEE BHEAM @0t ®Bmate
Ao R PWEEA(T (Fig. 13), degranulated
type®} granulated type® S7HA] HHEER Y
el (Fig. 14). 28] degranulated type
o] IEEfMIZE 53] 48ROl A Bo] EH
T Aoz A

YHTH = ACDH# = Zo] Allergytt #f§
KR B %k RS R o2 Bintg
[0S BRI  ACDRERTE 3e 59
125 (Fig. 15). £3] YHTHANAM =
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degranulated type®| [Ef&#ilE H3ie] ACD
By Aok

5. RISHEMC| RAESLRN ML
1) M ERA SBA 8{t

HERES A87|05d B EENAA SBA
Ptk R HES] W3zt et (Table. 5).

ACDEfoll A= Allergytt BEMGREER FHiE
% SBA IGtERFEC] UK 7MAE (stratum
spinosum) & 7142 (stratum basale)d] AXE
Abo] &zt (intercellular space)ollA]  Abgtch
(Fig.16, Table. 5)

olo| ksl YHTHfIAE HBHAMAMY 7}
AF3 714 F9 M EAto]F3hollA 733E SBA
Pt RIS YA (Fig. 17, Table 5).

Tableb.SBA distribution on this experiment.

LECTIN POSITION GROUP
CONTROL ACD YHT
stratum corneum + + +

stratum granulosum ++ ++  ++

SBA  stratum spinosum +++ + t++
stratum basale + - +
dermis - - -

Abbreviation) Control :
- ! negative, + :

no treated group,
weak, ++

: moderate, +++ : strong
2) KM LRk W 84t
HIZH-S TTRMRISS  E EE Rl A

BrdU E5tERMEAIIES] A6 8#L7F 4= A
ekt

ACDEfAN M= Allergytt MR R Fik
#* BrdU btk REEMIRE 7HA S0 45 4%
Z1AZANA B F7t Hmstad (Fig 4

Table. 6), BrdU gt RFES sz 21 B
BAREAAM ZsiA dolvde Ao i
At (Fig. 5).

oo vt YHTHf e B BLSHI
AR AH 71ASAA BrdU ot R FEME7H
BZEHNed O & ACDEHEYE A4
(Fig. 6, Table. 6).

3) Mt R Bt

HIREFS RIS RYMEA IL-2R-a
bt R FEMRS] A 8Lt #EREA] st

ACDEfANME  Allergytt BEEEER FE
% FEEA HArste IL-2R-a BBt RFEMME
e S B At (Fig. 18, Table.
6) 53] /Y KK 71AF Afd 2Xde
olME Hulo| Gt KIEMMANA e BBEK
s B4 (Fig. 19, Table. 6).

el YHTHol A= ACDEfol uls] Btk
HEriel 5 AAdm, % BHRENS B
@t} (Fig. 20, Table. 6).

3H YR YZ MM IL-2R-a MR
KEMEE REIANISQL ol F-A #MLIt dojy
2| gkt

olo wks] ACDRflA = Allergytt M8
R FR % B 9 IL-2R-a Btk
M7t 232 (paracortex), &% (medullary
sinus), 3% (medullary cord)oll A B
o, 53] oM XY ¥k RKIEEMIS W)
Bzl F=el A (Fig. 24, Table. 6).

a2y} YHTHS ACDffoldls] Ao 49
IL-2R-a b5k RKEMIEZE B2 s]9lon] ol T
o] £#5 AHA} (Fig. 25, Table. 6).

4) MR ATT B
HENS RS RMERA ICAM-1
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PtE R el e] FE Wiyl =] ek
c}.

ACD#ell A= Allergyt: #MEMA L
T HERES EEAREINAY B 5
ICAM-1 MR rEM7t HE=dct (Fig.
21, Table. 6). =3 FBHERES Holv K
B LR ARe] 4= 718kt (Fig. 22).

ool uksl] YHTHEl = ACDERC A2
2] ICAM-1 Rkl B R FLEa A
A=} (Fig. 23, Table. 6).

6. KE2| #HiER (apoptosis) #4t

RS EEOUR St RWEAERIA apoptotic
o] 5 L7} R A skt

Allergytt B % F% % apoptotic
fi= ACDEES] HEEolA AL 2 44mst
ot} (Fig. 26, Table. 6). Apoptotic #i
fee] Hel= BatEfEe] BIRS HAmo=
B2 vhehda, iRl 733 BBt
M-S 2ok (Fig. 27).

YHTEIA = ACDE wls) EielA B
HERCREME <7 @okct (Fig. 28, Table. 6).
o|2gt = EES KiEMlE FiEitusiol A
4 A=A

Table. 6. The
immunohistochemistry and TUNEL in skin
and Lymphnode (LN) elicitated ACD

image analysis of

CONTROL ACD YHT
particle intensity particle intensity particle  intensity
BrdU  1021:24 136.7:293 3958:12 1233:232 1307:18 1347:87
[-2R0  964:24 139.3:21.1 2093:26 136.2:129 1552:6 1387:187

Iﬁﬂ 16661:90 1302:102 397 1166:55 2004376 1266:195

Antibody

(CAM-1  1486:32 1409:11.4 2003:21 1323:17.1 1674:10 1366:209
TUNEL ~ 34l:1l 1214:211 471:35 1113:255 10020:89 107.9:264

(analysis for 200000 particles / range of
intensity : 50 - 150)

Abbreviation : M + S.D, Mean # Standard

Deviation: * , P ( 0.05 compared with ACD.
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Legends for Figures

2. The morphology of skin from
mice at 48 hours after allergic
(ACD)
elicitated by DNCB re-exposure.
The hyperplasia in epidermis
(EP) are noticed. ©DE, dermis.
H&E. x100.

3. The morphology of skin from
YHT administered mice at 48
hours after ACD elicitation. The
degree of hyperplasia were soften
when compared to Fig. 2. H&E.
x100.

4. The immunohistochemical stain

contact dermatitis

for BrdU from mice at 48 hours

after ACD elicitation. The

Fig.

Fig.
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numerical increase of BrdU
positive cells (arrow) in stratum
spinosum (SS) and stratum

basale (SB) were seen. x200.
5. The magnification of BrdU
positive cells in Fig. 4. x400.

. 6. The immunohistochemical stain

for BrdU from YHT administered
at 48 hours ACD
The distribution of
BrdU positive cells (arrow) were
decreased. x200.

mice after

elicitation.

. 7. The morphology of skin from

mice at 48 hours after ACD
elicitation. The epithelial cells
(arrow) show signs of damage
including shrinkage of nucleus
and the numerical increase of
inflammatory  cells (asterisk)
were infiltrated in the dermis.

Vacanted arrow head, motosis of
SB.x400.

8. The morphology of skin from
YHT administered mice at 48
hours after ACD elicitation. Not
only the degree of epidermal
damage, but also the number of
inflammatory cells infiltrated in
the dermis were decreased when
compared to Fig. 7. H&E. x400.
9. The morphology of skin from
ACD

elicitation. The broad newly area

mice at 48 hours after
of collagen fiber (arrow) vacanted
dermis (asterisk) were observed.
Van Gieson’s picric acid-fuchsin
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stain. x200.

10. The morphology of skin from
YHT administered mice at 48
hours after ACD. The collagen
fiber (asterisk)
were diminished. Van Gieson's

vacanted area
picric acid-fuchsin stain. x200.

11. The distribution of capillary
from mice at 48 hours after ACD
The
capillary (arrow) were observed.

elicitation. large  sized
Carmine perfusion. x200.

12. The distribution of capillary
from YHT administered mice at
48 hours after ACD. The small
sized capillary (arrow) were seen.
Carmine perfusion. x200.

13. The morphology of skin from
mice at 48 hours after ACD. The
noticeable increase of mast cells in
dermis is seen. arrow, degranulated
type mast cells: vacanted arrow
head. granulated type mast cells.
Luna’s method. x200.

14. The magnification of BrdU
positive cells 13. The
morphology of 2 types mast cells.
The degranulated type mast cells

type

in Fig.

(arrow) and granulated
mast cells
are seen in dermis.
method. x400.

15. The morphology of skin from
YHT administered mice at 48
hours after ACD. The number of

mast cells is decreased. Luna’s

(vacant arrow head)
Luna’s

Fig.

Fig.

Fig.

Fig.

Fig.

Fig.

Fig.

Fig.
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method. x200.
16. The distribution of SBA from

mice at 48 hours after ACD
elicitation. The SBA positive
reaction in SB were disappeared.
x400.

17 The distribution of SBA from
YHT administered mice at 48
ACD. The SBA
positive reaction in SB and SS

hours after

were appeared. x400.

18. The immunohistochemical stain
for IL-2Ra in dermal papilla
(DP) of mice at 48 hours after
ACD elicitation. The remarkable
increase of IL-2R-a positive cells
(arrow) are seen. x200.

19. The magnification of IL-2R-a

positive cells in Fig. 18. x400.

20. The immunohistochemical
stain for IL-2R-a in DP of YHT
administered mice at 48 hours

ACD  elicitation. The

decrease of IL-2R-a

positive cells is observed. x200.

21. The immunohistochemical

stain for ICAM in skin from

mice at 48 hours after ACD
elicitation. The
increase of ICAM positive cells

after
numerical

numerical

(arrow) are seen. vacanted

arrow head. ICAM positive cell
in epidermis. x200.

22. The magnification of ICAM
positive cells in epidermis. x400.

23. The immunohistochemical
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stain for ICAM in skin from
YHT administered mice at 48
hours after ACD elicitation. The
ICAM
x200.
immunohistochemical

numerical decrease of
positive cells is observed.
24, The
stain for IL-2R-a in lymph node
from mice at 48 hours after
ACD elicitation. The remarkable

increase of IL-2R-a positive cells
Qoan PC‘

(arrow) are  seen.
paracortex: MC, medullary cord:
MS, medullary sinus. x200.

25. The

stain for I1L-2R-a in lymph node

immunohistochemical

from YHT administered mice at
48 hours after ACD elicitation.
The numerical
[L-2R-a positive
observed. x200.
26. The apoptotic cells (arrow)

decrease of
cells 1s

are seen in the epidermis from
mice at 48 hours after ACD
elicitation. TUNEL method. x200.
27. The magnification of Fig. 26.
x400.
28. The numerical increase of
apoptotic cells cells in dermis
from YHT administered mice at
48 hours after ACD elicitation.

TUNEL method. x200.
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o] SEE BEEIGY WHES M4,
MERgEKo et 1, Fihe KA (BFELHK
Vi, W%, StfEeldt stk EERMoZ &
N, R, BI%, 5%, mzh, BEEARS, FL,
RMRA, HEL obiE, uhep, EERL B0, SR8, R
W, MEARR, Tk, s, KRB, SRR, i
iE, B, AN, ¥, BT, hRAK §%
it k1= A B = R

Allergytt: BEBEH A2 A7 oy sty
o] HURel REE olF oAl [@— Hifel 4
fEelold o EMEE BTl &8k B,
KA, BE Y RKERMES dodle EKiE
o2, Allergen?] REfERE A~ Allergend]
BRG] & ERZEREE EEVE8RIE
(Delayed type hypersensitivity)el] &38t= 4
geEgo|tt wmEo 2= FiEy M B
fei8, WURF, A, GiR Fo il ¥&
5 dem ¥ FRo2E KETHEY St
g 2 BEMA FHl Ae KA A,
B, 2 #Soly HEHe WH EEd AL =
o %q.G*Q)

Contact hypersensitivity assay 2% ACD
FfollA ear swellinge] ®mst Aoz Jeld
cul ole R FFE LY B (edema)
of 9§ ARolr} o) MES PG &
[ EFLEAS A BEAKN A8 R9
o7t Bbstn KRR R 87t
2 FRaMNE BESAc L K5
gk BET PEUSE REMBAERS 2
38 GITRBNIES
SWE BEANA EHEAANAM Ml ERHE
2 BAA7IE #$RE 29T =
71A%5 WA S B g W, ¥
7o R ® a2ln EMmES 271
ol dojwith 2 FRAME Brdug T4
t DNAY 719 ¥ ¥ &fMita’s 5

FHshs Cytokinin®]

3 1AM MESH #nE AP g9
4 AR KAEMIES S-S #mals)
T OCmAEE Einstged, oW wEMs
ufol o] FZ  IREEKIKAE  (degranulated
type) 2 Mg BCEEAIEAA St
histamineell 2|3} potent vasoconstriction®}
platelet-activating factor(PAF)ell of &t
leukocyte®] o]%o] £ se YT mo
BE S dte Aor #Hesn ok R
k2o YET e BEd KLl
A HERE AMIEAte]F (intercellular
space)& E3MA o]FojRedH & AYdA=
ojgldt W3S SBA HMEHMELE Tl U
4= A%tk SBAE #ifgAle] S3tll HAaste
N-acetyl-galactosamine®l| FattRIES Hol:s
Ro2® ACDEflAM #7657} Hde R
A EAto]Ezhel B R RGN BMELE AlAL
shoh. gkl St BMEE 2 Mt
KRN BAstE -2 KEEe EBEES
dx ™ol A, AL, FAFAAM @hnst
noo old IL-2 HiMEme T HZF9
S BINE FEIFGCT olg B fm
ol ME pEEEFIA Bt olet )E K
MM M ES T ICAM-19 54
Bmg a8 F Jses ole MK A
el ICAM-1 i el $83 9oz
ng[g.% q47*49).

olof wkal]l YHTHfS {fhdio]l f&Fn=lo] ACD
HEOE 22 ear swelling #iNg Bgoq
oh-g¥, Wi FAdAAEF A7t BB
Hilsh o Z BlgsdTt ol KIGKRKA
HgtameTie] R AWIRMmY A XA LI
o] o] Aon, LidMe FiME B
B W, R Z1RFe JE2F ®ZE B,
#5 REMES] B Fol yetwth Eroll
MEe RiEdiEe] B B, mEER Bt
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BZE=At. old BRE Allergytt BEBLEE
% BN ABHOZ MM MEHE B
e o Jdebd #R OV gmpsiac
¢ JERRY T FASRT, @Bd o
o] fERMifftE granulated typeol R
FHatzm YUk ole HLEE LTl B
ﬁﬂﬁﬁpﬂ/ﬂ SWS= serotoning Bl %3 AAERT
EYES] HUWE MEIADLZA FAREEH
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ICAM-1 57t B Ao2 vepged o]
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Pl Gfamdiley T =79 [IL-2 oW &
T, IL-2R #¥EE W4, ICAM-1 s KT
AZicke o)A e ¥ Axg R
. 2 ERiME  YHTHAN 7B
apoptosis7h LR EET, ol LW
o] BHYE K&l o3 MEARAEATSS
25 MAEe] 3T (apoptosis agonist)S FHil
st Aoz FEHct
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BEEADIG Allergytt R R g
BERRE A7) A8 &l 2 ks
AR Allergytt BEMEM &Ko) FEE B
Fol #&%E 5 KRS KAKREAZ #
contact hypersensitivity assay, ol —
B ReE, BEW FeRAE R, mE S, HE
e, kLR, SBA, IL-2R-q, ICAM-1 1
2] apoptotic IS S Fo] LS BE
vl oS 2 ERE JU

1. Contact hypersensitivity assaye] #5& YHT
S ACDEfol Hlal HEHS 712 Ax=

ear swellingo] WA Yehgct

2. ) el MEEEMLE XY KM
BFK, BZTE HRE KEMIES BE
7Y, MR 8 1= RE 71ASH
7tAE AifEe] B Ein Fol YHTH
A AU

3. YHTH## M ACDHf| s Biﬂﬁﬁﬂm@el
B, 2SA4H B@me}t 2AH ] mE
&, KA BrdU BBt REEMIE 546 ﬁc
b, 7¢NEF 1A FA M2 SBA HtERE
B F2 BMusr doiwth

4. EF EEY F¥H YZAHXA IL-2R-a 3
vElNE SR B, EROlA ICAM-1 Btk

RIEMAE H-Y, apoptotic cell o4 Hin
T BEEAT
kel #R= 2 o BEEISHS

Allergyts #BEEH KA Yolu= apoptosis
g 5% %LARURE HEIE HRSErERS
Tl Allergytt EMEEACZ ERA EKF
w5 BHkte AL Bgdd
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