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Compound 48/80°1 2|3t v|qkA| = 4319} IgE°l] <3
HaEAAY Fololl gk 9] A&t

R nR e e 2r] st Wejeld] Fe3k HF-S dvh 3He] compound 48/8041] o8 H]RHA|
= %}Hi}i} IgEel] 28t HFRAA F7he AAER=A] detrs, 1 7S FHE] 93t o] AFE Al
Alstede) Alg s o] Aldlell A $who] compound 48/800] )8t w]ukA o] et} F} & ~Ekl 4], BRI E Lo
2o Zg 43, v Z 2] cAMP el wIAE d3Fs sl wat A AN S Ydetor F
oJ gk ohg- IgEel] 23t | ¥ ARFAA Frlel wAE e A & Aol 2]ste] compound 48/80
o ogt 27 7} wlnhAze] Ea3s} vlub 2 3E o] 3| ek f2, vEAlE 2o Zfle] HRlE
o 37 vIRk 2 W] CAMP $E= S5l o8] FrhE vk =3 IgEel 27 IR dwIg S el A
A2z A =) o)) Az n]fe], g2 compound 48/80e] 27 WIRMAE & F)e} IgEe] )7 HAF
I Z7He AAlEe gdEard BAE ek ok AAEn S vl E Bk oy E e o)
27] Agte] AuA2 o] 4T 4 S Zlow g

(20084 129 119 A<, 20099 19 282 A)A)%<)

FotE 7| &gt @ vukA) 2, 25, Compound 48/80, IgE, 3] ~epal §-2], Z<4F, CAMP

Y

M 2 T Wt ohe}, ol Rz 24, g 27
A Bl 5 RIRHAEL] o4} Ru|E Qg of2] 7}
B]"hA] Z (mast cell)= Ehrlich (1877)¢]] ¢]3}e x 2 G2y A A2 S Qe FES Y
S #F ol 2 sl e, 7% So] B 3 s A7Ee] el Ay e (Chal 5 199,
ASol| oste] BMuEe] 9ok wjubyE 31z 2 1999, Kim 5 2004, Chai 5 2005, Li 5 20053, b,
7+ WA Belsr)7h 4o 2 Hlzel @] =x Choi 5 2006, b).
Fo o]dMAe e Fhgslx 9lor, B3 W vjEb o) A= Wy A5 (3, anti-
o= 3] 2E}] (Petersen 5 1996), 3913, A 2= IgE, lectin 5) 2} oF2]e}+ H-3+= (ionophore A23187,
| 7}588] &4 (Caulfield 5 1980, Galli 5 1993,  compound 48/80 ), 14| (complement, C3,¢} C5)
Nilsson 5 1999) So] 3-f-5o] olck Z ol wjwt ¢} 32 ohjhelEAl (anaphylatoxin)el] 2]ate] -
Aze) gdagle fele JAES JAske odx =" (Roitt 5 2001). 53] vzl = &A43E
Sol w3 A7E Fel AAEES Bu) e =8k <A 7HH compound 48/802- 5
FAAR S35 (Ao st s Ee ekl o) -stma) %]E(forma]dehyqe)q] 9]?}?:] aAdE Aol gl
A=} : asch@chonbuk.ac.kr 7] (phenethylamine)2] &3 o4A| o} (Tasaka %
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1991, Yoshii 5 1991). ¢] compound 48/80¢] H|THA|
2] Mzl 2hgste] Ax vhel e ZEe Al
% ckoz FYAA AE F AREES F7HA]
W, 22} Al sAddAHE<l 312] 3 o} ;= 41114k (cyclic
adenosine monophosphate, CAMP)3} 172] 3] F-o} =
411214} (cyclic guanosine monophosphate, cGMP) <F
of Wsts doA uuAze] I3 F|2EllS
frelA71E vl 2 433 B4 o|th (Kim 5 2004,
Choi %5 2006a). v|RHH| = A3} 2}FEo &3] ]
A 27F G4t B vyl EAEe] ME Bhe
2 WEHT, o] Wi EA S o3 ookt o4
27] $24E-°] vehdd (Roitt 5 2001).

g Fo] 7ol A EulEE g (bear bile)e] F
SAEE FFAte R SHERS AT SA|FA
(ursodeoxycholic acid, UDCA)3} A x=t] S-A] ZA}
(chenodeoxycholic acid, CDCA) o=, 71 u}e]] A
429} ofm)icAl, Mgl A Fo] EFE T Jin 5
2005). "A7kA] ge] ofelztgoz A3t 214,
o, 45, ksl &4 s 2HE- Fol v
ofelA Qloh(Jin 5 2005). 2evh gHe] skl
7] ofelzbgol g QFRyE A ok out &
H2714 Huks-3 AE 25 (bileacid)e] <F2]
=5 W3 2 /e AR 317} glo) Nakagami 5
(1990) Kubo 5-(1989)2> sh#]9] FF& vh¢-29
getoz Fofdt & A AAFRINESe] A HHa
B ysledon, Gauthier 5 (1974)e 93 332
s|zebalo] & ohtRety wmE dA ety B
atgicth. HbHel Masini 5-(1994)3} Quist 5-(1991)
= FFel Fo vvzRRE 32elR EHlE
A7 Bk} o]t A7 AHES &
H271d "Hgulgela 252 o= ;%o Az
T2 Jebd 4 ik A& Ak ojo] A}
e gubel Pakdler) muw 7 ok g %
7] $]8}ed, $Fo] compound 48/80¢] <]t W]
Aze) do=lsh 52k fe), 2R3, AMP &
Z sk} IgEel 9% %% ATy At v
Ae w3t dohusleh 4F A% $HE vl
Alzo] Adste}l w3 IREAAS sk o

5] s & & U

-

VEES, =S,
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M= & S
1. MESE
A% 250~300g°] 7174star A3k Sprague-
Dawley# 217 (& Abeledz, WA, HHakal=) 471
<+ ARl ol AYEES SRES AR A

QARFA L A, AANDE FFHT e
rEd2g WA G Foste] 283 197
N ARgsieh AP FES 04T BE
Bigtw AYPEE 2<43] (Chonbuk National Uni-
versity Animal Welfare)e] A 2 A A8l

2. A=
55 (bear bile)2 Ql$|H o=z FZE3 FHELS
(3% 424 A F A Qi 71z

A olFa wg 7)) HESFHgel =<l
um ZEjof| ofz}sle] Ag-ElI A FA e
<5 1,000mgs EFEF4 10mLel

742 AR F o7 T2 3]sl ALkl

=13=:]

3. Ay

ook

1) 5Z H|okM|Zo| 5
Chai 52| W (1999)& o] g3l o}33} o]
27pel A wE S e DA B el o
10mLe] efe]zx= k349 (HEPES-Tyrode buf-
fered solution)& F%3}x2 907t F el wiHE 7}
WA ek stgiek iy FAde Askn 27
AN & Axzo)ERZ AF8le] 200x g2 1087+
A AN F A BRdE wEa, 5Y Elelre
Stzgdloz HTNE 47} 1x10CcdlsmL EHx
F AN AFS wRA ze] e R o] wiuk
A gl e Abgshaet
27} WA E e o 2 R w]RhA E9) g
Hachisuka %-(1988)¢] W& o] 4-3}e] vhos
ahgick 15mL AAARE8 Al el 53
=) 2 Z-8-9 (isotonic percoll solution; 10 x Hank' s solu-

S ]
5 A HE

tion ImL+percoll 9mL) 3.5mL& ¥
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HIRH E R 0.75mLs FAAHA gy
Elolz = gkEgol 05mLS $3o] A oL, 10
Ax A Z] F 125x gz 15587 LFA A
Aza 2mLg 3oz A #st3 4°C F/]-O]
Zgl oz oW AHsle] &4 v Z B
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2) MY MY
<] M| =42 3-(4,5-dimethylthiazol-yl)-2, 5-
diphenyltetrazoliumbromide (MTT) 2 o]-&3}e] o}-2-
7o) 7}steiv} (Choi 5 2006). B-7; v]9kA| £
s3psle] S5 G yx2 AT F 37°C
ezol A 2417 Bt wjeRAlZTh B MTTE
]u‘ 37°C ez 147+ Fob wjekst &
¥ B MTT 23S B33 =4 (SPECTRA
AX plus, Molecular Devices, USA)ej|4] 570 nm=

FAES 245 AEEE A

7
A

—|—‘

o ot o.?L‘ i _ti

O.L,

<

3) H|TtM|Zo| HENHS} &

E7; Rl 2 BR-9) 200uLe] Elelz= b8
of 25uL, 95 258 77t W3 37°C o)A
1082 =9t ¥kSAZ e $9e] compound 48/804
23t vt 2o AL AAIB=TIE dotry] ¢
stod, vuhA| = Bgo 200uLS ¢ 25uL g} whe
A]Z1 3] compound 48/80 &9 25L& Jo] 20%
B3 A

4) H|2HM|EZ 2| Efn h::'édé! HE W EIRIE ME

BRSPS PSERE =
dted whgo]
vje] wiE= %34 w7
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o
2005). 44 R Hele By 28 wx
delgon AEgte Fdatn Al Yol

o sgsel Fuslo] g
92 10~20um F=
(97 s 234D 1

a—"1T 2=

ARz e} 28 me dgen AEan
o Fen AZA Aol FEAE] ¥ AT
= Fud e PAY vz FRslc
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AN g2 —

s AR er FEs, 1
gz Meg 10 Aofell A A4em, &
AxSSITh HEeAE Fol7] $13ke] £
o Wtel T Abgre] RAATIE Fabe] A2
oA I3E (0)=(2HE v 5
+R]TAE F4) x 100

5) M ZZFH RE|E SIAER] 2ol Y
felM 71ed whjos 94 27
welg ohe W Alze] 7} 10°cellymL 7}
Hes 243 F 1 F 200004 Hskdch 94
HlR ZA A fElEe Sae g 24 9
sho] WIRHAIE ¥4 200yl Elel2= g
TS x2]5}9l a7, compound 48/80 &-oljol] 2]t 3]
zehl frelg Z4e] Siske] ehelzs g8
25uLE A7}t 10% ¥ compound 48/80 £} (3
F5=:05ugml) 25uLF H7ksked wHAIRe
gitel wEo wAEe) F2ekle §2A]
A ehns] 9she] S (AEE: 25,50 Ex
100pg/mL) 25 L8 BITAIE o] Fofgt 10
Zol| ElolzE =g 2512 Hrlelgdc) =
¢=+e] compound 48/80 Lolo]] 23} 3| AEM
2 A A Gobns] 9lshe] H]EAE Bgo
A7) Fxe] eokgd 25Ul E A2t 108
& 9 A] compound 48/80 £ (.‘4%—‘5‘5' 0.5ug/mL)
25 UL F7lslgdch Hhgo] Byt & 4°CollA] 400
X g= AAF) ] AL A=l o] I Al kS
=43k v) 3| 2efel k2 Harvima % (1988)4 uk
e o4 B (O ey e 4
shedck. sl2ebul ke s2whyl el B
g2 mAsgon, 3 saekl e ugklE
7} 2x10°cellsgl B 200uL S 100°C= 10%-
7tdg ohe QAR F Aoz 24
s|2ep b 10002 Hsllek slael fele

Bk L=y
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T’ITOJ'IJ

r-{m

-

£ Jo ¢

LI -l> HE OE-

AZFAS e 2k slzeh 28 (00)=(2
2 F2E feldsF S2ER 5219 x 100

6) HIBHIE Lze| ZaRelz 5
AU TS Li 5 (2005)9) e A-gsted
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43} PR 4re] BolglA ¢ Elelzm ghEdo]
1 uCi*Ca?*/mL (PerkinElmer Life science, Inc., USA)
=2 AEFAF o] viRlZ A LFA L o] &
3le] compound 48/80¢] 2]3 &3] fx HF-AlE
I T WA 4R F ASAE WEx
1mM 3}=tels (LaCly)=} 10% Tritonx 1008 ¥
o] H]WHZZ 3 A)Z]1 F B-counter (Liquid scin-
tillation Analyzer, A canberra company, Australia)=-
AHested Aare 2489

7) cAM

Ay m 5 (2006)2] w3y g A}g-5}od
= %Elfﬂ Bl B I s s
455 (0.9mL 86% ethanol : 1M HCI=99:
%Xl g o2, AAl o]-g-3ste] H]
A%t cAMP A
i Holmegarrd (1982).4 Hohraoﬂ 71EA dE =
CAMP [*#1] radioimmunoassay kit (Du Pont Company,
Wilmington, USA)& o] &-afe] o83} 2o] =45}
et $lellA] & ARl 100uLell working tracer
solution (CAMP [*#1]-Tracer : cAMP Carrier serum=1
1 1(v/v)) 100uLE H7kstedeh elm 4°ColA 18
A7} ZoF A7) ©F&, cAMP precipitator 0.5 mL
£ A7letadoh A7F F 1,200x gl A 15% 54t
Al ohg, AF=o-g wg] 3 y-counter (COBRAIIL, A
canberra company, Australia) 2 cAMPZ =33}

o)

=
=

=2
1eg

FRESY

AF-S Choi 5 (2006)2]
o] ANt $7 9
A 59 Eéa A 78 ©}& anti-dinitrophenyl (DNP)
immunoglobulin (IgE)el] <3t Z|3uke-S f1s)7]
Slatel oz wlAslelA 5 e As] =
200 ng anti-DNP IgE7} S¢]gl= 20uL <lAlksbel=
£ (phosphatebuffered sdine, PBS)& FAFslsith

24X)17F & 0.1mg/mL DNP human serum albumin
(HSA)7} E0i3l= 2% of|uk~A (Evans blue) £
200uLg 27N FUsA. oG
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3, M3, 585 —

FAbsl7) 24017k 12417, 1417 Aol 55
100 =¥+ 200 mg/kg)S gt (ora) o2 A =}
ofstoinh. ol kA FU F 20%0] AR
5528 AAske] Asjel A shaba) wbg o] vhehhe
g Rt Tel3 sk wbge] ek
w99 3 AAS 1 FAF 45w, =
Az o 3~4mm A xe] 2t zztozm AA s},
2mLe] =& o}u]‘Z(formamlde)u@‘—élibﬂ Y37, 80°Cel|
A 3AZE Ft AR S FEAF G FEAA o
Hi~A o] okS B3}t w A (SPECTRA MAX plus,
Mole-cular Devices, USA) 2 620 nmel|A] &4 3F 3
A BEZU Eolo] FEE AT

(50,
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-
=

[

it

1. %l:nl-_g| A-“g;EA-I

o] vRtA o] W AEEA AP MTT
A S o] g3l ¢ s = 25~500 ug/mL

*%

100

75+

50 1

Viability (% of control)

25+

25 50 100 250 500 1000

Concentrations of bear bile(ug/mL)

Fig. 1. Effect of bear bile on the rat peritoneal mast cell (RPMC)
viahility. RPMCs were treated with various concentrations
of bear bile for 2 h. RPMC viability was determined by 3-
(4,5-dimethylthiazol-yl)-2, 5-diphenyltetrazoliumbromide
(MTT) assay, and the percentage of the viability was cal-
culated as a ratio of A, of control cells (treated with
HEPES-Tyrode buffered solution). Each data value is the
mean=+ S.E.M. of five independent experiments. ** : p<
0.01.
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Fig. 2. Inverted light micrographs of rat peritoneal mast cells (RPMCs) in HEPES-Tyrode buffered solution. A : The normal RPMCs
(arrows) in HEPES-Tyrode buffered solution. B : The degranulated RPMCs (arrows) after the addition of compound 48/80. C:
The RPMCs (arrows) observed within 10 minutes after the addition of bear bile solution (100 ug/mL) show similar findings as
seen in figure A. D : The RPMCs (arrows) pretreated with bear bile solution (100 ug/mL) observed within 10 minutes after the
addition of compound 48/80, show similar findings as seen in figure C. Bars=10um.

oAl BIEbM| Z o] AEEo] 85% o]Ate]glal, =
1,000 ug/mL e A= A =8-0] 57%¢]3ic} (Fig. 1). 2
7} vEHA 25 0] 83 vk 2] &}8]3) 3| A€}
w432, 24 CAMP W3} =9 Algor] o=t

o 0]
T ds

o) AFF=e 100pgnl olake] sz A
o},
2. vjekM|Ze| Hejol gme B
1) EJOIZE 2EZo0] HRE TA HIPHE
AR =l %7 g ) Pzye) F

75

o geelom, 78 w3 olodch Azutel
Tty MEA = BFEE] s AHEE A
A7 gle] de] Bgsil HAEA e A HlT
Az 278 nelch(Fig. 2A).

2) Compound 48/80 29 X{2| = H|2tA|Z2]

SEfE S}

v 2 3f-efell compound 48/80 4-< (] %5
=:05ug/mL)E H7Fe F 4 & ool BRI E
AzA W A]Ee] FEAFe] FslA7] AR
o, v 2] PR 7} BpAE] EHuA dR



— AYs

A 220
U BHe

A3 Eo] AlzEHoz E2E ] o}
FAE 4 ddeh =3 Azl AFEHA Al27}
A AR FA Az o g2 F27F B
dor, FFH ] o3tE A5 HMzuwozw

25 2 EE /2T 5 sddek (Fig. 2B).

3) ST X2| = H|2M|Ee| B35t
=+ 100ug/mL-S AAF vwkA =
S}ME o H]RHA| 29 f‘éﬂl,i =
a2t HuE &
7h4 303 Fok Sk Ay
20).

i

N

4) 2= MX2| & compound 48/80 2 &MTIA|
HIEA|3Zo| 35}
A4 v 2 Efdel] & (2%5 = 100 ug/
mL)& 1087+ A x]2] 3t ©-& compound 48/80 £-<4
(FE5%: 05ugml) e Arlele e e, =

T

), EHES SN A AL GE A0S B2
@ 4 9i9lch T2 2080] AT F w9

AR Azeke] spARlE BapEsigon ofzke]
24E F4Es B, 29 A5l 5]
B A9 compound 48/80 g-<Ye] 2]gF w]ukA|Z 2]
A3 e JAS B E A okl (Fig. 2D).

ol o] et Az S ES AAls &

A7 e A8 5 compound 48/80& =] st
vRA 2] FaF > 39 HF s =7t 25ud

mLY w] 825+5.6%, 50ug/mLy = 54.8+1.0%,
100pug/mLd = 19.8+3.5%¢°]g%l o, -] A
2ol 2]sled compound 48/80¢]] ]+ w]wkA| = Ebz}
HEo] A3 AAHE & 4 Ui (Fig. 3).
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I =

Compound 48/80 4ol ]38t 27} v|ukM|z=2H
B9 slaehn st 59 Axee] s WA
3] A FGd B Al 22 nE f2d s AE

ul o 2AANE 983 2o glolz= gh3g
of Re¥ A wwzzRE f2d §2ekl
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Fig. 3. Inhibitory effect of bear bile on compound 48/80 (C48/
80)-induced degranulation in rat peritoneal mast cells
(RPMCs). RPMCs (1 x 10° cells/mL) were treated with
25uL of HEPES-Tyrode, bear bile (final concentration :
25, 50 or 100 ug/mL) or bear bile+C48/80 (final concen-
tration : 0.5 ug/mL) at 37°C for 30 min. The number of
RPM Cs was counted by inverted microscopy ( x 1,000) in
10 fields. Mast cell degranulation (%) was caculated by
the following formula: (number of degranulated RPMCs
/total number of RPMCs) x 100. Data are represented as
the mean+ S.E.M. of five independent experiments. ** :
p<0.01.

oF2 7.3+0.85%0|™, 87} v|gb 2 Hfdlle) 3t
HEEw2 25 50, 100pg/mL7}t H== FrlEe
wjo] ) Aehl g2l 77t 6.8+104, 6.8+1.2, 58
+0.45%¢°] gt} 7} v|9kA| = 8o compound
48/80 (3] %5 = 0.5ug/mL) &4-& A2jstde o
v 22 RE G2]E S|l ok 64.9+25%
olglont, A7l F=el gHe AAI F com-
pound 48/80 4--& A7}5l91S ) BT Z2HE]
2% s AEhnl ofe 7Zbzt 575+1.4, 36.2+ 1.1,
9.3+ 2.1%¢°] ¢tk Compound 48/80 £-9Ro]] 2]3t u]
A Z 2 RE 2 B el 27t el olEte] |
A& A =G FZE 2 A (Fig. 4).
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Histamine rel ease (%)

201

10+
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100

| [1Bear bilet+buffer [ Bear biletcompound 48/80

Fig. 4. Inhibitory effect of bear bile on compound 48/80 (C48/
80)-induced histamine release from rat peritoneal mast
cells (RPMCs). RPMCs (1 x 10° cells/mL) were treated
with 25 uL of HEPES-Tyrode, bear bile (final concentra-
tion: 25, 50 or 100 ug/mL) or bear bile+C48/80 (fina
concentration: 0.5 ug/mL) at 37°C for 20 min. Histamine
release (%) was calculated by the following formula: (ex-
perimental histamine/total histamine release) x 100. Data
are represented as the mean+ S.E.M. of five independent
experiments. * : p< 0.05, *** : p< 0.001.

4. HIEHME 2ol TH

o 5%

Zdzt

Compound 48/80¢]] 2]3t E7} njukMz Y29
Zlol $5 WAL Bon et 37 vA
zo) 2653 ohest 2o 4o v
Mz Z $9L 822+1.1nM (in 1x 10° cells/
mL)e|9 3, $5 (HE% = 25, 50, 100 ug/mL) 9
Aads A ZERdS 47 77.1+3.0, 740+
3.6, 71.3+21nM=E AAA xZ 2} v]S=stgit B74]
whA| 2 Hg-le]l compound 48/808 *]7)3slelS o
¥l Ao ofo] 156.0+6.0nM=E F2433) =7}
et wbHell g5 (HF5 = 25, 50, 100 pg/mL)
zji{a]?s}_v_ compound 48/80%- A 2sllL W 7

9loFe 116.2+3.8,101.2+5.8,84.8+1.6nM =,
compound 48/80¢) 2)& Z7t¥ Ao $HE

©o
=T

= L
54 Axe

b gk

77

**

1754

1504

125+

1004

751

50

251
0 0 25 50 100 O 25 50 100

Concentrations of bear bile(ug/mL)

Calcium influx (nM)

| [1Bear bilet+buffer [ Bear bile+compound 48/80

Fig. 5. Inhibitory effect of bear bile on compound 48/80 (C48/
80)-induced calcium influx into rat peritoneal mast cells
(RPMCs). RPMCs (1 x 10° cells/mL) were treated with
25uL of HEPES-Tyrode, bear bile (final concentration :
25, 50 or 100 ug/mL) or bear bile+C48/80 (final concen-
tration : 0.5 ug/mL) at 37°C for 30 min. The amounts of
calcium influx are represented as the mean+ S.E.M. of
fiveindependent experiments. * : p<0.05, ** : p<0.01.

ol 93] FxeojEA oz 74} (Fig. 5).

5. H|ZIM|Z | cAMP

+Z 51 g

2o 857 vvt 22560 el fE
A ZHg-o] CAMP $23of] A3 714 23] o
ol AT detnr] $3 APAIN= oS3
o} AAF 27) v Z (1x 108 cellgmL) ] A= W
CAMP &2 0.48+0.3pMojglorn o]& 100%=
71ES ARk el 3F B vk E ¢
CAMP =3l oJw 3t ke FE715 dolrr] 9
3ked AAEE AFeA] ko] HEEwE 100 ug/
mL7} B =2 she] A|7td] M= 37°C sh2xol|A 1,
2,3,4,5871 vk& 23t A A= U cAMP &3
2 77} 756, 278, 256, 230, 200%=2A] A AFF|
vlgte] dA3] F71E A CAMP =52 136/
7b ol EERgkal S5RelA "eiA|7] A Ao
(Fig. 6).
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Fig. 6. Effect of bear bile on cCAMP in rat peritoneal mast cells
(RPMCs). RPMCs were treated with bear bile (100 ug/
mL) for indicated time at 37°C. The analysis of intra-
cellular cAMP was described in Materials and Methods.
Each data value represents the mean+ S.E.M. of two in-

dependent experiments. * : p<0.05, ** : p<0.01, *** :
p<0.001.
6. 2% M2l ¥ IgEoll o3t mE HaEay
g5}

A F7Ae] AlEH? Adol| A, $He] compound
48/800] 23t wInkA z o] 243} (LR, F) el

2, ZERd)E dAdHE Ae ¢ 4 Ak

olell QYA AAGPANM= vA 2] IgE &A1 5 7
8 W% FRERY Fhe el dAsen)
otolw gk}, Anti-DNP IgEe]] 2]3F 3|3 5314
F7tl AE = dAlaIdE 7R Sl
I 3uke (gebd vbA)S BAFelg] 31, o vk 2
%= (Evans blue densty)% 248 A4 987
2} AN G4E R AN ELS 33 3}
2 whd o] LERiA e;am, anti-DNP IgE (10

FARE 9ol M =k wbd o] vl
o} $=h& 50, 100 =+ 200mglkge] == 9] ot
o= A W T3t A foll, 22 =] anti-DNP
IgE (10pug/mL)"HE FALeE 73-9-9F wlwd o, 33|
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Fig. 7. Inhibitory effect of bear bile on the anti-dinitro phenyl
(DNP) immunoglobulin E-mediated passive cutaneous
anaphylaxis in mice. Bear bile was orally administered
24,12 and 1 hr prior to the challenge with antigen (DNP-
human serum albumin). Extravasation of Evans blue (ug/
g) was measured as described in Materials and Methods.
Data are represented as the mean+ S.E.M. of five inde-
pendent experiments. * : p<0.05, ** : p<0.01.
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(Fig. 7).
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Abstract

Inhibitory Effect of Bear Bile on Compound 48/80-induced
Mast Cell Activation and |gE-mediated Vascular Permeability

Guang-Hai Yan'?, Yun-Ho Choi?, Ok-Hee Chai'?® Chang-Ho Song'®

IDepartment of Anatomy, Chonbuk National University Medical School, Jeonju, Korea,
’Department of Anatomy, Yanbian University College of Medicine, Yanji, China,
3Institute for Medical Sciences, Chonbuk National University, Jeonju, Korea

The bear bile has been used as a traditional drug medicine and has been known to have anti-tumor, anti-inflammatory
and anti-oxidant effects. The purpose of this study is to investigate the inhibitory effect of bear bile on compound
48/80-induced mast cell activation in vitro and anti-dinitrophenyl (DNP) IgE-mediated vascular permeability in vivo.
For this, the effects of bear bile on the degranulation, histamine release, calcium influx and the change of the intracellu-
lar cAMP levels of rat peritoneal mast cells(RPMCs) and the influences of the oral treatment of bear bile on IgE-me-
diated cutaneous vascular permeability were studied. the results were as follows; the compound 48/80-induced
degranulation, histamine release and calcium influx of RPMCs were inhibited by pretreatment with bear bile, the cAMP
levels of RPMCs were increased by pretreatment with bear bile, and bear bile inhibited anti-DNP IgE-mediated
cutaneous vascular permeability. From the above results, it is suggested that bear bile contains some substances which
inhibit anti-DNP IgE-mediated vascular permesbility and mast cell activation. Bear bile potentially may serve as an
effective therapeutic agent for allergic diseases.
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