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ABSTRACT

Research of Experimental Kamidangkwieumja in Psoriasis
Lee Keun-hak - Roh Seok-seon

The purpese of this research was to investigate the effect of Kamidangkwieumja(KDE]) water
extract on the allergy reaction in mice.

The results were obtained as follows:

. The passive cutaneous anaphylaxis induced by egg albumin in rat was not affected.

. The lethal anaphylaxis induced by platelet activating factor in mice. was inhibited.

. The degranulation of peritoneal mast cells induced by compound 48/80 was not affected.

. The acute hind paw edema was inhibited after Zhours later when it was induced by histamine.
The permeability of evans blue into peritoneal cavity induced by acetic acid was not affected.
Arthus reaction in mice was not affected.

. The delayed type hypersensitivity induced by SRBC was inhibited.

. The contact dermatitis induced by DNFB was not affected.

. The hemagglutination titer induced by SRBC was inhibited.

10. The writhing syndrome induced by acetic acid was innibited.
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11. The population of heper T cells in mice thymus was enhanced.
12. The phagocytic activity of peritoneal macropbages was enhanced.
13. The production of nitric oxide from peritoneal macrophages was not affected.
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These results suggest that the anti-aliergy effect of KDE] is caused by steroidlike and enhanced
immune action. The steroidike action of KDE] correspond with steroid-applying-method that
frequently used in clinic, so it is used in treatment of psoriasis. The research on anti-allergy of
KDE] might has to be continued.
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ancphylaxis) (K, PAF(platelet  activating
factor) sl 23 anaphylaxis® &5,
compound 48/80 $%&o] I3t anaphylaxis &
2 JEFsfEE REEEH, histamined] 2% oig2 R
B EERRE EA0Y B84 K% §F&, FH
o] 2d RMOEME Arthus KES, HFivVile]
BERKBCOZMET SRBCY o ol$-x B H
BREFE(DTH) 3t DNFBol <% i Sr8K
RES, #EREY nE BELS BZslaz
SRBCel o1& KRtk EERM, acetic acid &R

Bk B F (Kamidangkwieumja : KDEJ)
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activity 2 nitric oxide £ FL #HlEst &5
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BEL £ B £ A B
EE Rehmanniae Radix 10.0
g B ) Angelicae Gigantis Radix 10.0
n 5 Cnidii Rhizoma 100
BEE Paeoniae Radix Alba 10.0
ML Liriopis Tuber 100
ON=g= Polygoni Multiflori Radix 80
¥ K Astragali Radix 4.0
B OB Ledebouriellae Radix 40
S8 Lonicerae Flos 40
BRI Coicis Semen 40
gEF Arctii Fructus 40
AT Schizandrae Fructus 40
HER Trbuli Fructus 4.0
8 Lycii Radicis Cortex 30
# oo Forsythiae Fructus 30
(=S Angelicae Dahuricae Radix 3.
® 8 Bupleuri Radix 30
# ¥ Schizonepetae Herba 2.0
G Menthae Herba 2.0
0y Crataegii Fructus 20
Ao Massa Medicata Fermentata 20
H B Glvcynihizae Radix 2.0
Total amount 108.0
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1. # B

1) #H

F EE AT mREEHRT MRS B4
#V st on M KBASE HB®HH
Beol A BEASHY RS A& EMAR, 159
AEYL AES o953 2t

2) B

= FEro AT mouse® BALB/CHR(20%2g)
FAE, rate SDFR(200E20g) £32 ABREEHL
AN BASH EE 22+3°C, ®&E 5%3%,
darklight(128551) #4 TN \BFsAS R

o

3) A% ER

Ead (EHE®  RBEE egg
trinitrobenzene sulfonic acid(TNF), aluminum gel,
platelet activating factor(PAF), compound 48/80,
histamine, evans blue, o-toluidine blue,
dinitrofivorobenzene(DNFB), Hank’s  Balanced
Solt Solution(HBSS), Ca“"-Locke solution, percoll

albumin,

solution, RPMI1640 media, sulfanilamide,
lucigenin, zymosane Sigma Co., Fetal Calf
Serum(FCS), thioglycollate:= Difco Co.,

Phytoerythrin(PE) conjugated anu-CD4, FITC
conjugated  anti~CD8 antibodys  Dainippon
seivaku Co. &, 718 HE< 1R A% 9 ks
B #H#FEgE EAsdd. EFEEAT
flask(Nunc), multi-well  plate(Costar  Co.),
micrometerMitutoyo Co.), centrifuge(VS-6000
CF), inverted microscope(Nikon Co.), freeze dry
apparatus(fIsin  Co.), COC:
scientific  Co.), microplate  reader(Dynatech,
MRS000), luminometer(Berthold, 96LP),
cytometer{Coulter, EPICS-Y¥L) %-& #MH ek

culture

incubator{Vision

flow

2. itk

1) BESM

BA 1 4BE AEK 1,500 nt2 26 inE i
e %, B83te 8RS rotary evaporatorZ #
Y O, freeze dryerZ BRSEES Bk 263
gUi3% 233%)8 do] BYRRRHAL 4£EAH
Kl BEEAA FEAsA

2) Passive cutaneous anaphylaxis{PCA} K
.3

Aluminum geld] @Y A7 egg albumin(lug/0.2
)& ob¢2 fagel 14 RFSE 48 H 2%
BEE AA, 28 &l o128 RERBSY &
HFAZ g, Kostd GiFS FEFAGE Rl
W) EREE7EA -20CAM e RAEFAHT.

Rat 5U}2| & 13¥o2 3o rat®] 5 #4E€ KE
32 RR(1:1,600, 1:800, 1:400)8 IgE Hm®F 0.1
wdE FTHEHS BFAD A, 38 el sk
EEKT S00me/kes ERRRASD 1IRM #d #
[E (1% egg albumin)®} 1% evans blue® 1'1E &
% BE 05ntE PFIKESStY PCAE BRAH
. 304 &l EB#EdY EME sl @y
t}& IN KOH B 1meo] UHEAA 37CAA4 18
T KESAY. 06N HPOF acetone BEH
(5:3) Ot E T HOSHER & LEWE 620
md X BREE fEsRI.

3) Platelet activating factor(PAF) 35¥iol
2] anaphylaxis B

Platelet activating factor(PAF)ZE#d %
anaphylaxis SRS Ha® £ Hiked o4 Kk
#dch & 8uiEle o2& (o2 & HEF
At EEREALS, KBHd:s RERKT
50ne/ke S ROBERSD 1RH #A o2 BF
BEol PAF(L-a-phosphatidy!l cholinie, B-acetyl- 7
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~o-alkyD#EHE  Deg/miE 13
anaphylaxisel 23 FTr3t=
2.

HHT % 2HE
ohe-2 EE WES

4) Compound 48/8091 9% anaphylaxis 2
B

8utz|e] oh¢-2E 1SR 3o HERHdE &£
BAWAK KBHdE MWRESHKT S00ngkse &
Qs 1M %ol compound 48/80 10mg/kg
Bl HEgdn FECsE ol$2o HE HES
ﬁt}_lﬂ).

5) Compound 48/80¢] <3 KISl BER
i)

SDAE ratg o HE MEESo] HEIEAY T
Ca”-Locke®<l 10mE MOl HAT Th faet
€ 270 SALA® $% O 10mlE HEHEBE ol &HA
HEEe Bkt 4CAM 150pmo2 55
BOSESA  ABRE B, KEE de
Ca¥-Lockel&i# 2m4E Mste] MEDHEHRS W
sk s g2 &8¢ EOF isotonic
percoll & (10xHank's sol. 1mé+percoll 9mf) 35
ntE Mtr LEO MER#EWE 0.75nE SR
71€9 242YA BEFH 98 Hank's sol. 050l
& EASE 10450 FES & 1500rpmol 4 541
EOSEHA LB 238 KEsin ARpEDS
pasteur pipet® 2 K3l A @ 32 Ca®-Locke
BrS mstd Mg 23 @ 05%
toluidine blue® & 8)4 FEwMIE 2X10° Wi/
e BEZ BES 98 21 F 100s chamber
o AL ZEEA 100K BES U HER
ol Ca”'-Locke B 1008 Mdta HEEIE
ISREGKTF 3X107/nt 10048 ME L oA
104 #9] compound 4%/80(50pg/me) 100208 md
® FREEoz JEREE RENHSS BEsgg

42)
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6} Histamineo§ ©| 8 ul$~ 12 pESR 7 BE

gojele] vl A8 1o ® o Huh %9 S
Vol wel MR AHAHK KREdE m
HREBHRT S00n/kgd BORMsI 18R #9
E&ES SAE micrometer® PEH I &£%
¥HE2A histamine-0.9% saline(30pe/20uL)S B2
BTl 20pt/hind pawE HESSTAT B BRG],
EHE 304, 605, 1205 ¥ 18059 29 SHE
HEsI] PERE HHss.

RER%) =
RS hind paw®] FA - HERS hind paws} A

X100
BB hind pews] ¥4

7) Histamineo} 2@ £@m¥ BBE KB

obe-= 8utalE 1BeR dte] Whitle® @
Shimomura®9] Fel whe HEHAS £HRHE
KRre, EREAT MREBHT SO0k ¥
1,000me/kg e 44 EnHmsn, BYEHEFRAE
sodium  salicylate 300me/ke BRRE 3900,
1650 %l 1% evans blue Smi/kgs 28] $HEE
EHAT EH % FA 06% acetic acid 10wt/
kg& HEREAS] WSSt 1BRR] o] AHAEK 5
mE BEEEE kst BT o, 3,000 rpmel
A 54 EOSESRT LE®S 620melA %
XEEE WEste vla] rRY REGY o Kk
L& {RHHE evans blued] BS s TESHH.

HHRG) =
BEFel EB. MR - UK EB. WK

BMEE EB. Bl

8) Arthus FXCEMX! allerpy KEE)
ul$2 8ulE]E 1BFCZ &9 Yoshikai &£%9
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FHeo] wak 4x10°719 SRBC 0.2m6% wh¢-2 [
EEpgol HEEA 1A BEATID 28 %ol FU%
Hikoz 23 Rfee B 23 B&AF 58 #%
o] IBRERET S00my/ked FOIREE T 1R
#o] 2x10°719 SRBC 0.B3meE A6 &2# FT
of #HEAN RES ERsc BRE#(T) %
38R (T EREY F74E micrometer® BIE
¥ t}e REEERS f5EE RIA

% increase=(T3-To / To) X100

9) Sheep red blood cell(SRBC)o} <& %
A ERHERERECGGVE BLEXREE)

ol9-2 golEl& 1BOZ &9 Yoshikai %9
Fgko whel mekEEHT 500mkes RORHESL
3 2x10'719] SRBC 003mE ©oh$-2 A0 %2
g ol A RIEATI I BAF 58 el o
A MBREBHTF SO0mgkgd ROHFESL 1KR
% A HEE BT 2x10°719] SRBC 0.025m¢
E p@Esld RES EEstdn. EREH(T) %
Bl 2A4R5R #(Tyol RRES FAE micrometer
2 WEd O EREEERY HEE R

% increase= (T - To / To} X100

10) Dinitrofluorobenzene(DNFB)el & £
mYE BRBERE

v}9-~ gulalE 1o st Ha'e Jitkel
wet ohg-2a0] HE REG O KR 18 R 2
Bl 05% DNFB ¥#(acetoneolive oil=4:1) 1044
€ BEmpEmol Baste] BIFY S 68 % Mtk
EEETF 500ne/ked FNFES T 1R # 0.2%
DNFR ## 10u4 A AzAmEe a7 BHmsto
i 29 7] BRSNS AEES micrometer
& Arg-sto] ERERI(Te), 24RR #(T2) R 48
B 8 (Te)ll A FAE WEstF e EiRE

me Axe obd Aol wel %2 vepdidd.
% increase= { T2 or Tas—To / o ) X100

11) Sheep red blood cell(SRBC)ol 4t zx
MER B

of$-~ golelg 1o = ste] Ha %99 pik
o] wtz} 1x10'719) SRBCE MEfsiEst(ip)std &
& x=Xsn 18 1349 mskEHEEKT 500mg/kgs
BogED o4 78 &9 o928 BHEIAd &
matT mES SRSt 56TAAN 3046 FEMt
Al 2 VAY microtitration trayd 2 welloll
tigol myEg 208 BES b 20l REER
< 3 509} 05% SRBC Bifiwk 0uE EE
of 37CoIA 18R TQ BET & BES Yo
n#e &% REEE mEE=E ARSAT

12) Acetic acidel 9| & #EfER K&
oh¢-2 gubelE 1BFOE 8t Whittledl Hs®
o wel, HERd: 4AHAMANE, HRHds
ISR E BT S00me/ked, BHHME S amino-
pyrine 100mg/kg2 Ztzt B ORASD 165 &
o 0.7% acetic acid 10mt/kgs EREERC] HEHT <
S 104 #% e 1029 writhing syndrome®] [E
BE MESHAT.
13) T-lymphocytes®] subpopulation J7E
o9~ SolElE 1oz s 18 184
WREEKT S00m/keS RAKMESS 70 #&d
¢4~ 8 BH#SY BRE mEd O-F
thymocyteE 2¥sle} RPMI 1640 3512 33]
g™, @i %ol PEFITC conjugated
anti-CD4 ¥ CD8 monoclonal antibody® —E
i ste] 4CTAA 300MH REAZD & flow
‘cytometer {excitation; 488nmm, emission;
525m(FITC), 575m(PE)]2 T-lymphocyte
subpopulationg FIE ST
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14) BiB¥ macrophage® phagocytic activily
W

ol GolelE 1o 2 & MEkEEE&TF 500
mg/kgg 1H 134 78K KRSz 88H
mouse HEiES] 3% thioglycolate 2mE HEA #%, 3
B Ao EEIRAHSY BRAY O, B cod
PBS 10ME Yol HMEMEKE K& MES
WS 4TA 1300 rpme 2 1047k WO 40REs
31 RPMI ##= 23] sk &, EE 120m petri
dishol st CO; incubatorol A BEAF|: 2
B s AEEA ¥ EBE BRE® 98, &
2% macrophage® cell scraper® Sifsld o8
\ii 2x10%ells/nt7t  HEZ
DME(without phenol red, 0.34 g/I. NaHCOs, 26
g/L Hepes, pH 72)° A A KEaol A28
o

Lucigenin ¥ BiEs 10mie DPBS-Ad #
S ¥, WA BWESIY 20TAA SN @&
JA 8t o (stock solution). Lucigenin stock solu-

tiond AH8-8t7] A Ao DME el 1/102 &
Bt AN

Zymosan B Y 8LET zymosan 67mgg 10me
o] DPBS-Ad $o 37 TAAM 3098 HES #,
98 £ DPBS-AZ 23 ST 10mL9)
DMEl BEAA 37ToA 3020 E2sch. &
HE zymosand HEY DMER HolE #, 10nL
o] DME| BE#EAA €At At

Phagocytic activity J#EL luminometerE o]
3ol WESFTT. WEM microplate(white) 2|
Z} welle] &8]¥ macrophage MR S0t
hicigenin £ 50t E ¥ 3 37CAM 1550 ik
H G t zymosan BH 0$ Hmste] 55 3
o2 604 &< chemiluminescence® FIE M1

macrophages

15) k¥ macrophage?] nitric oxide & &K &
|

g T

B

Vol.12. No.l. -

Rt

ul¢-A ouplE 1B R dho MskEFERT 500
ng/ked 18 1314 78K R|ok@Esz 88X
mouse [ElF 3% thioglycolate 2a8E HABHLL,
38 #e] BERAsIY BHRAI 93, i
cold PBS 10mE ol MRS Hkstact ik
#£8 MES 4TAAM 1,300 rpme 2 105k &
SIS RPMI 52 23] i %, E® 120m
petri dishel Zr#Este] CO: incubatorof A =SEAl
713 2 Bl HEHA 4 BEE R o
£, 1% ¢ macrophageE cell scraper® 4r#sto]
24 well plates] welld 2x10° @HE HET #
macrophage® FH 4£RNHEE nitric oxide(NO)9
ES Griess reagent™& o]-§3}e] @Esgh &
wellel LPS lgg/m®} Y-IFN 25 units/méE o
Bho] 246503 BERE #, HEW 10049 Griess &
¥ (1% sulfanilamide+0.1%
N-naphthylenediamine 2HC1+2.5% HiPO:) 10042
€ EA&39 9% well moduledl 23 37CAA 10
R BES % 570 o)A microplate~reader &
BXEE WES vlg] FRT NaNO BEE
o o3 NO; o] REEE MBSt

16) &tEHER
FE EE EESE meantSEZ Yehildlz,
METEEE  student’'s t-test® i sho]

=P<0006Z 3l HEHE HEE AEstALT.

a

. BIZEE

1. imskERT7T PCAY DAL= #E

IgE Mm-S WEo| MK BEFES siu
Q1 PCA RIB v = imkEBEHRT BHXE 4
W OB &R HEEY

evans blue RWHEZ
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1:1,600, 1:800 ¥ 1400 fifB 7tz 1331016,
1.83+059 2 4.90%£0.11ug/meol A v, Sunkd Gk
T BBl ME 1.16%018, 163050 % 454+
0.15pe/mL =X BB ¥ Holryt gl tHTable
D.

2. MmREEHKTZE  PAF
anaphylaxis B3l A= Z%E

B o

o

PAF Rzl HBFLS ofg2 8ulelrl 2%
FECIdew FECREMES 211%214 ollon)
MR E AT #EWEFS 8otE] F 3vbelqh FLecst

A FEUHHE  RTELTHOR
{Table 1D.

HE st

3. MRESGKT 7T compound 48/8007 <%
anaphyiaxis ZBio] vl &= L

Compound 48/80 #HiEy HEELS nl$-2 8o}
g7l BF ECsIY oY, mhERHKTF BEFES
8ol F 7 vielrt sk o Table 100).

4. MeRERKT7F compound 48/80°1 <] %
MHHIBE REiR ] ol X = SR

Table 1. Effect of KDEJ on passive cutancous anaphylaxis(PCA) in mice

Samples Leakage of evans blue(ug/mt)
(Dilution of sera) Control KDE]
1:1600 1.33%£0.16 1.16+0.18"
1:800 1.83+0.59 1.63+0.50
1:400 490%0.11 454+0.15

KDEJ(500mg/kg) was adminisiered p.o. 3 hours after anti-serum injection.
#, The data represents the mean*SE from 5 rats.

Table II. Effect of KDEJ on PAF-induced fatal anaphylaxis in mice
Samples No. of animal Time to death
(Died/used) (min.)
Control 8/8 21.1+21°
KDE] 3/8 28717

KDE]J(500mg/kg) was administered p.o. 1 hour before PAF(25¢g/mf i.v.) injection.

#, The data represents the mean*SE from 8 mice.

Table . Effect of KDEJ on compound 48/80—induced lethai anaphylaxis in mice

Samples No. of animal (Died/used)
Control 878
KDE! /8

KDEJ(500mg/kg) was administered p.o. 1 hour before Compound 48/810mg/m¢ i.p.) injection.
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Isotonic percoll O 5 B 4> 8 Lk AN
o] RERFAS BEY &R, Ca”'-Lockel
Hoz BH#EMND EFIEREEME migE 5
Ao MigEAT JEiTRe] 2 FEHEZ B
ofzxtal  #xel E4WashAl BEEA  gshonM,

compound 48/80 B¥-E Hmstd @l BAS

of jEfael WARI BF A wados K
B ZHREES O 2o HEFEe] AT
HEO MEREOR RHSEE RENO BRI
o, EEERTER MkERKTE 1008 B
BIEY # compound 48/80 W HmaAA B
3 #E compound 48/80-2 BT HEBE st
o £ #WE UAYHFigl).

5. MekEEELTF 7L histamineo] 9% o} 9~
REMRERMEA vAs 3R

Histamine & EHIel HEEHC hind paw T
£ 1.83+001m ©lRow, EEHE 305, 6047,
1204 ¥ 1804 &23@ # HEBHS hind paw T4
< 474 2322005, 215+£0.06, 2.14+0.02 2 199
+0.04m ©[U}. IRER KT 00mg/kg BRES

2324001, 222£008, 206£0.04 ¥ 1.88+0.02nm
2 53 1207 Pkel Bl ulal HEE UA
# 48t HTable IV, Fig.2).

6. MIRERKT7E BT HakA vXE
R

BB evans blue WHHES 163+ 14p/me
o vl mkEEHRT S00me/ke BEEES 152+
08ue/mtZ, MPREBHKT 1000mks REFS
146+06ue/mE EMIME BB 4 FEL o
KA FEstgod, EHHMEL sodium salicylate
300me/kg RERE 71105ug/ml o2 HpEF v
A HEH A BMOT H8Kel WA
(Table V).

7. MEERET 7 Arthus KE dlA= #K
2

SRBC #H 3RH £8 #% KB hind paw
FAE 168%13% EmEHAoH, MkEEKT
500mg/kg FEFES 146%£1.8%= £mE o] HBHE
¥ 8 ZR7 AJHTable VI.

Table IV. Effect of KDEJ on the acute hind paw edema induced by histamine in

mice
Dru Hind paw thickness{mm)
£ 0 0 120 180(min.)
232+£0.05 2152006 2141002 201004
Control .
(23.4) (14.9) (13.8} (6.9)
© 2324001 212008 2.06+0.04" 1.80+0.02°
KDE] _
(23.4) (12.8) (9.6} (0.5)

'KDEJ(500mg/kg) was administered p.o. 1 hour before histamine injection.
The data reprcsents the mean+SE from 8 mice.
*; Statistical significance as compared with control group(P<0.05}.

¥. 95 Increase of thickness
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8. MEEEE{KkT 7T SRBCot 2lgt DTH k4 9. BEEET 7T DNTFBOl of & g5t &
of vl = %R BRI vl AE BOR

SRBC #% 2457 @ % hind paw ¥ ONLD B G MRS A SAE 0247
wEpols 57+08%= BmHileh mekamme 00w CiRew, B 24 3 48NE £8 & 3
F 500mg/ke WL 20109%2 Emsol pm - A4 0302001 X 0313002 w2 250
mol listel HEE QA RREEERDC WMos > 292% BWAAG. mAEEHKT SOnm/ie B
S tH(Table VII). B DNFB B4 24 2 48 K50 B8 % 9 ¥

Table V. Inhibitory effect of KDE] and sodium salicylate on the permeability of

evans blue into peritoneal cavity by 0.6%6 acetic acid in mice

Drug Dose(mg/kg) Leakage of evans biue (ug/mf) Inhibition (%)
Control - 163+1.4" -
KDE] 500 152+18 6.7
KDE]J 1,000 146+0.6 104
Sod. salicylate 300 71+05° 56.4

', The data represents the mean®SE from 8 mice.
*, Statistical significance as compared with control group(P<0.01).

Table V1. Effect of KDEJ on Arthus reaction in mice

Drug % Increase of footpad thickness
Control 16.8%1.3
KDE] 14.6+1.8

Mice were sensitized with 4X10° SRBC on 1st day and challenged with 4X10° SRBC on 15th
day.

KDEJ(500mg/kg) was administered p.o. on the 5th day after SRBC-sen-sitization.

Footpad thickness was measured just before challenge(To) and agains at 3 hr(T3) after
challenge, and calculated as following formula : % Increase = [T3 - Tol/ToX100.

*. The datalfootpad thickness(mm)] represents the mean+SE from 8 mice.

Table VI. Efiect of KDEJ on SRBC-induced d:layed-type hypersensitivity in mice

Drug % Increase of footpad thickness
Control 57%x08
KDE] 2009

Mice were sensitized with 2X10° SRBC on lIst day and challenged with 003 ml of 2x10°
SRBC on 5th day.

KDEJI(500mg/kg) was administered p.o. on the indicated day of SRBC-sensitization.
Footpad thickness was measured just before challenge(T,) and agains at 24 hr(Ta) after
challenge, and calculated as following formula @ 2¢ Increase = [Ta — Tol/ToX 100.
*. The datalfooipad thickness{mm)] represents the mean*SE from 8 mice.
*: Statisticsl significance as compared with control group(P<0.01).
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A Zhz} 0295002 ¥ 0314002m= 208 ¥
292% & mak o (Table VIIY.

10. MBREEFKT 7 SRBCol i@ KMk #&
mEl i HR

SRBCE 3] FHYE Hile®(og2)E WE
T RBE HREY RBEE 79102 oo, m
BRESFET SO0mgkg ML 691022 HRH
of v HEH A ¥4 A HTable IX).

11, PR EEKF 7 acetic acide] 9@
writhing syndromeol P|X %= 3P

MeEfte] writhing syndromed 204133 9
oo, mRERGT KRHS 13012532, £
KBRS aminopyrine ##RFS 63+14382 7
36.3% ¥ 69.1% ¥4 3tH H(Table X).

Table VIII. Effect of KDE] on contact dermatitis induced by DNFB

% Increase of ear thickness

Drug 24 1. 48 hr. B
Control 25000302001 202(031%0.02)
KDE] 208(0.29%0,02) 29.2(0.31+0.02)

Mice were sensitized with 05% DNFB on lst day and 2nd day challenged with 02% DNFB on

5th day.

KDEJ(500mg/keg) was administered p.o. for 5th day.

Ear thickness was measured just before challenge(T,) and agains at 24hr(Tas) and 48hr(Tas)
after challenge, and calculated as following formula: % Increase = {Ta or Te - Tol/ToX100.

', The datalEar thickness(rnm)] represents the mean*SE from 8 mice.

Table IX. Effect of KDE]J on hemagglutination(HA) titer in mice
Drug HAtiters(log 2)
Control 79%02
KDE] 69+02

Mice were assayed for total hemagglutination(HA) titers at 7 days after SRBC sensitization.
KDE](500mg/kg) was adrninistered p.o. for 7 days.

The data represents the mean*SE from 8 mice.

% Statisﬁcal significance as compared with control group(P<0.05).

Table X. Analgesic effect of KDE] and amihopyrine on acetic

acid-induced writhing syndrome in_mice

Drug Dose(mg/kg)  No. of Writhing syndrome ~ Inhibition (%)

Contrci - 20413 -

KDE] 500 130+25" 363
Aminopyrine 100 63+14" 69.1

. The data represents the mean+SE from 8§ mice.
*, Statistical significance as compared with control group

(", P<0.05, ™5 P<0.001).
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12. mekE R g7t
subpopulation®] v & A

T-lymphocytes®] subpopulationg JE T /&&4#
CD4' il Tu MiRE BEEAdA 131:1.0%
2, MBRERGETE RAT b2 KiE Ty &
e 220+22%= @Emstges, CD8 M
Te/Ts Bias HBRAM 4320.1%=2, MKEF
fFE BRET vl KRS To/Ts Bifi= 48+
05%= HEHIA ¥ 227 AN Fig3).

T-lymphocyles 9

13. MmsEENE&TF KE  macrophaged
phagocytic activity] vlA & BE

B5¥¢ macrophaged] zymosand  BREE3lo]
phagocytic activityS JE® &F HEHN 2 M
REEHRTF RRFAM 1550 BREES Jeid
2, a2 F FEHE MM B SN, mKRER
#T RS HERY L8 Hae B{mAU
h(Fig.4).

14. mSkEEEKT T B macrophage?]
nitric oxide &Kk VA& XE

Macrophageo] LPS$t r-IFNE SEsIX 9%
€ 9 nitric oxide(NO) &K E-L 24F5R] #ol 23
+03xmolmt °l:, LPSY 7r-IFNE REY
HERE 142105 mo/miZ EEd o, mok
AR TE FHEY 72 macrophageol LPSS} 7
-IFN€ BEE# §< 155207pmol/mlE HBH

I ¥ ZR7 AAHFig5).

V. % %

BB ot KES SUEA B,

-1

o fhinss, T&

S5, wWEA 295 BT, LS %
PEE Wyl AE micel B BESE HE/oR
Haee BEZ wosln HAs F3s 27
7 S AEE BZ P RS HEOR 3 o
2e 259 BRANE s, FHY £BE S
ate] BME7] ofn —gmwoz Biold BE
ol sust”. k@l HR%RS giAgoz N
ot} Aoz AEst 42 WEs o
Y gugelAE o}d FHY FiEHIL god B
&% mRERY 22%, 87 05-1%8 AAs
v mrABozA AEEE] X EERS T
Ao #EYY PRAE LTI o}F BES F
2 ore ol

gEsdE (ARERER) Vi “LREHE
3, BRERE, B Al Etedm SERE ol
BERER we G, BEE, g1 § 588
A RRAYY ERIGBANE B @A
RHSGD U

#ol BREE distq HRSL AEo BE
& @rstd mRdAAd FEsE K Kol e
2 sged, <89 BERzEe RETYP ze
BRIES fmste] #EM5Y Eapge
BREAY® goz ugton #x g% g5
# 25 B#o KNE frstd mpel et
Basted REol BEsY AV Hn Fsw
gol gvin Y. 58 F NV AR
BoE JEY KERRT HERES ¥ EH
o2 B3 W ke BELZ, it B BH=
BaWOR UG KT XBEVAHE AR, A
punss, BEERN, MERE LF5 FETR, KB
WE o= ¥ AEmes EESUG.

HEg mas AR RS A% S /58 8
BozT EXFMAAY LHAKOT REEE T
e RATGZ BES Eifrfol REH BA
fegst A 0ol BUfol HEMsol RmMEA
BRE BAsli FBEARLR HAFHET &F
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Fiol FEHED 23 ¥ o2 mEmol ) miET A E
B BEks) EEE SEA 2o g &
peRl=

o MO MGl Ul “HER KEFRE
mraBH", “USEES RSN ROBEEER
REITIAEES?, “BRaR RAEE™ %o
2, FM2E AEGE-RE-EE 49
T we FE- R PR BE - CHE,
ABLE - RS - BE - S RE® - T8,
A GE - B - BB - FRW - sl 8 -
EE - RS o2 EHsidn.

EEEEA E#e FEE ofF #4439 y¥
efsto} EEM ER, HLA HAWE, &
By BHE, kE EHKe BE, ARVREE 5
fee] BY%, 4@y BE, & BETF, EF 0%
o BY MR fUs, EL 3 SR ERN S 2
A 10744 fiEe2 Yol 448 4 ew, 2
2] #ERHEEE, IRibER 2 AETEERS B
3 ool G ERME BE] BRY S9 28
¥ EEEo UI¥ Aoz 53y o€ HHE
PGl RES T B2AXY EH] 7lds
o B mMe MR 8d¥ Aoz Azdg
9-10,74).

Efo] ERES RESoz Bk apol 4
el ol Zo] #k RAsd Ke FRHD £49
¢ HBR, BEA 68 faes] BB 99 e
Hol #@olnl & FELS I3 BYEANY HE
Zeko| Uk, RS BH, RS Mg, §
§, BEA, BEES, €%, NP Moo, #Fs &
7l A€ BdE F BAEID. ERBS LS X2
H@mE o} BRos BASIIE sed mEHIL
AANEA BT FLOH7T WS 2] 2P £
£k == ERERS] BEE Y @t &
& BFgel 29Ed NPL gpsed I
foll BETY BB FEIT oW JRHe e
pEgol Ut m METES MK Kol &

A e

Vol.l2. No.l. -

Bio] Bk U Fol mige HE, KPS ¥
3, e, e g Fol dehd £ ¢l
o owd Gl %9 B R mede o
o ARl AR wEY Ml Jeius
Koebner B3 ¥ £ES KAsIde o
Eikdimol Yeh}E Auspitz BRI HEMOD
verd,

Y Zee 934 wor Xz EpY B
X MM fateslol BE BERAT BRI
2 A7 AL 3y, g2 gAY B
#riEEEAY FRHVE &6 92 BUE KK
HAE ¥ =g MEHRAT RRIAZE v
BEOM 38 5ol Fmo| BedsT @
=3

e mME2e WRE, BYeYd, BAX,
IR, SRR, FERER, Bl $o2 4
Entbed kAl oF 90%E AW, KRR
o2E KR EE OEM ER UZU EE R
F LEE WE, kel L8 R MoK, BR
EE, BAE BE GRE TR TEREES ME
¥ BAEE S0 ENER ov BEI E
ofY EEo2: EEBEN KEY KR KWL,
EEE HHE, RE 5F LHN B8P, 558,
Y (e BES ol U

BiRe mle WG, BE, BRMAM, LE %
# HE BEo Uo] £ @il RANMIA &
2EA 24 BREY REEE, Tars\t Anthr-

alin § RET BAM] AL, 848 Bk £l
BEEEIL d. WEAE REHPRIE ALde
o tiYEe ¢ FEs BhEe RKEse 92e
AET BERe ALE Jou FERE F9
&.49—10,74—75)

RgolY KHEY BERY By 4 48
o pimies BoRald RifdlE 4] BE
# B F—kel Y BECl gEsE EEe
Z mRda Ao aERES BRe ERE
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& sel7 Sae MEY FHEE HECE 2
Bea Bo|5A HieE AiEsto] oldl i gk
A st BN FREcR AA JEREMNA &
X RERED RN SERECZ Ys + 3
o BEY RERES BRET AR SERE
o2 UE F vd, Rl SERES Hig
e ol mET BEAd SWlE RESER
miEe MEEX £9 nEd Bastd BXE +
MAFNAG MBiakme] fARE? SERES 39
KEfid] ojstd AfHA stAY #Eael s}
o BEHE7] 4A UHET M SERES &
fFe YT E £ESA o8 BigRE e F
$Hst HiEol HEMEAS sAste FEEEow?
o oA B/BREAA F7HA HEKE RES v
Wed e HEY FEHRS Bt v A
71 BERE & RERECR e shis 4
o]l E2 ¥ RECSEA BE, Shock 9 BHEK
Eol veguE=d Rt =7l dy —i
B9 B AEREolHd: HES A—siA &
Ham QoiT®

ABE 59 280 KES EBNL = 9
v YHE § FBL REER TREY e FBE
o ZEHiE] glon oy 4F HESH &Y
Sl BES £HAY REREAS oM FHEN
o2 HRHel £82E PBMY VU ohvy @RS
REAND & e KERE BRIA7E 8™,

old fE o3 Efed M@izel dA] Y@
pEel Ax HARY RE-pigde] &4 A8
2KRM REEZCl doida FAM Higt HEol
E=Hved, ol & B %5 P (hypersensitivity
reaction) £& ¢ Z7|(allergy)¥ha Y21 e}
of olEl¥ Fiol WK oZ B Hfol &
Ax2 FExsw ol ARk KR
(hypersensitivity diseases)2. 2 K2t} o|qA &
g EE oY EEELE ERMAE HES
allergenelgl B2 I EFe] o= HEHEE

[t (homologous) M B3 EY
(autologous)e. 2 E4E = RN fiREe o
7, 1e¥, A&, 85, MY, LEHE 9 E5d
M AEEE mERE SN dkE0, BEE
FFES NES wmkrel &A@k, Rh BT € 8
Y @l €0z, BXnESS BExXxagd
HERRRS B O SBHRA 254 e
RE(systemic lupus erythematosus)oltt F-olE]
24 BEI K (theumatoid arthritis) &2 BE&%&
¥ KB (autoimmune diseases)S E&RAZ + 9l
o —kmez ARG AESA A% alegy K
B RREEE, SEXWE, shock B Oy
BREES oZr7A wy EEEsa™.

Allergyt Geli® Coombs™of osi ZA 47}
Al Moz HEETH o] F LI ¢ MEL i
Bz et pitse] HEfrAA EEY MY K
P (immediate type hypersensitivity)olg} ¥-=2ui,
BIVHL A0t kM9 pilsk HES HE K
oM BRI [ (delayed type hypersensi-

tivity)ol g} ¥ &

ML anaphylaxis®! RECR Hiffo]l MR
M IgE pulest #esiy a8 PRk =€ f
B EFRER RolA —de FHE KBl Yoyt
WA histamine, serotonin %9 1x# %
leukotriene®l, PAF % 2x#el  vasoactive
mediatorg o] HiiHe] allergyRfEol FHE
o] Rfo| gEg o 2= anaphylaxis shock, EEX%
B, BRZ, KREHS AANE evE 2 2427
A B ol ok

#IML EHEED RECR MEEE HRol
IgG ¥ IgM €9 hEst Badtd #ERE &l
b3t Hikgel HMEE MEEol &FER A &
XfEol EolAl: BFold o] R FEOTE
Emty Af, BERRYE &M, Rh % ~EE,
MR fE Sol idh

FIEL REESED 8 RECRZ IgG

(exogenous),
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g FEATT &ET LEHaEst dgel ¥
B A% SR gEHE HEold o
Kol EBOZE IR, & - B BaMEL F
olE| A4 BT S BERLEESEC deid U
=3

FIVEL BHER BEFEoZ R0 @,
olgla, EEEd di§ allergy REESZM Fikwt
BhEo] HRMo T Jeted 53 24-48850 #%
of &S #atn 2 %o AW FEYT o] M
o &M KEOZE B HMK, BREER
o EERE $o] AT RES,

HEBAN ffd Y WSS ¥R TLHE
K& o “REMT HHNT RER, TEH
iy Vo “BEE HELET, THER Od
“EREA BATF, BE TEaRnei 74
“RREE TEER TERBATE g9 KR
aA A RS ELS mEC He MES
Bskz Eaadod®® Ifs =9 BEE B
e “RERI" Y Filo]l R ozH BRS
SEBH KAT O BHES 2¢ & o &
822 oshd 184171 BRA BIE Kol
= AE EAEAT.

FmHEES] REEN EAY BEY FEOE
HEEdY ERS BES HBE 4 ded ER
= BAe ZE HABES gsiv BE, &g, £
e ERGY £EDBEE GEYY BEE
2E AHEK] @BoY ABZE =@ gad
RIBRE, 8% Sffne EDHEEY 48
REUE (), HEEYMm, KK S KK
F HE BYUn ¥ & AT, £¢ &&
REe EfRS BET A2 494 vebie B
%, & ENHESo HRE & ed #5 &
AS PmSE ERE &R Buch gIA
Ao B0l HE diate] BiIKS fFRo
= ERNCl RS ot LEpiREs 4
< FALS MR oy, EEs BE H#9

% oolA REREER gmilslte B o5 gt

SEEKkel ABMIS SKIEANE ¥ F led
KIFS AEE MR RnK ANEE, W% %
& ffEsiy 4ERIES (REAZID RIS ik
BB, wmmE, EOE, HRLE $< s
o GERES AU g

EBRHTFE KR BV BEEH) A AL K
$Y mHoZ “LMER NERS BREN EX
B RENE RBABE RBAENTE BET
o sted F e gpgoes BEWD, K
gIATEBTe  mtienol MR EHE MBS
ERstdon Dk HFR Vs datd @, R
#, 8% S REA AN

EBKTE s EEYS XE8E XiE
¢ AVNYE SRS BOAn ESEE BERE
st mEgol ol ASFHE MENE BHEHS
#etel, AEEe RMBEH Shbl SIRKIT o
t %iEol Slol MEBRENER RERT AFER
< wEe, JIiBe THREE ERSR Eal
ste guiEol slol Mk RELE EBHEESBS
tastol, ARSI BUn 4E S Zikel 5l
ol BB ABNE HPE ESFRS K,
“ERES HF 2% BB BN se el o
FEXE BERRE BEe %y, BRS BX
R BR LA she skisol slol AREE EE
RE BERES Wetol, Fifie BR BA Bn
ste Kol ol RERH MIE B RES B
3], ANk ®F 8% R0 A s ol
slol FFBRE MIE Mk BA FES sl ¥
EFE BOER FAEE K8 S0 shs ol
slol BFF B BE SATERBAFHS st
o, HEE fohgs B %S EREE e X
g0l slol MEEH MEAE HEE ¥ /RYLE
o R o

mekd Bk Girs wR R BE LS &
= fgol slol EE MESE KEEE e
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tastol, E K HH Bl SHe kel ol
BB R RES W TRTE M
WH £ BT R st %ol Yo nEfrR
B BT SERES Loy, £TTE KRAER
BB MERE Se kol ol MBS A
Siel BEEES benl, LARS BHAN B
M 8= ZeEel ol AR B EAS Hsid,
EFAS RAEES BORE BE4R 8- 5
o] glo} FR¥EL W HASES HFRES it
o, e B BB B BE s 5] o
ol B#y 1% WL MBEEE MES Biv, &8
TeE wmE BE e KiEel o BRRH BE
M3 M EE NE ARE B, s R
FKE I A e egol o] WAMMK K
BiES #eiel, WS RNAT BAEdE ss
kel Slol SRAM® MANIES ¥iie, BUC
& fiP ABE WEE FIB S sigkol o BE
IR KE M BES BLiu, B6is BA
BE ME e ol Slol SAREM nE BT
Bze wpagd®

HEL faste] v ¥EHKT BR 29 ¢
s HER, BRS B, [4F, b, BiEoln, s
Lol By HEl dsd Xz BEMESE B
B, ¥, &, 4%F, £, Wi gRmnss
®E, G5 fTER, BB PE ML B
e 4k, WER, S8 BEgE o Flie
v, olole] FEmEEEEAE JIE, HARRIE B
-, FHERE aE®R, KEste fm%F, Hg
e WM, WMo R M glo] HE R,
BRo|l MR XA RATHZ NER
o] BastAY FEREOZ Fmel #HEol
0% E£= fiE2 Ketd Bast B@e FRS
@Ry ¢ gle Hoz EHAd.

wEol Uy HRZE £ % amt 2
Wit R BBEHLE, B §57L KR X426
Bast ERBIS &fEAS it Addz &g

oo, Kumazawa®: ¥E49  AlP(angelica
immunostimulating polysaccharide)7} IgM3 IgG
MRS dX3] BEADTT skl

HEA A Wz 8% m¥e mmis 2
W fERE R A9 s, K'Y
< 2T BBENID £XKM REHES EmAZY
O &S el YW Hrz wVe
W (ERE, Mo, wHRt e S5e
BEANIGE #ESAR, #HE ¢ WRE @
Do GEEEtEA  dsd, I%e H#zme
PCA(passive cutaneous anaphylaxis)oll tj§ #4
HEE BEIANAT. ol KV EHif-ol, =
%o mEYET fERES EBEAIGD 8
H3dd. 2dnz ol EHE o|FolWd mekk
B&T: KM BBl IS ez Aztg
.

A £ dH27IKES /I le HR
BHE 2 AN 20%E AAsn 9o F
Mol €0l ¢HE7ES AAMNHM sH£% BRI
oA e RES wFse BEE BEEIA
B|matn . ol gH=2r] BE Ehm o
fre AEMeR WiAA g1 AT BT K
£V, FEY BREIOR A% I AL
o] A=7) Em KT, HEHR B8 € Jo
g 7HA ER' o AFH . o due] BE
“dd=7] BEo EmUt Bl B -3 B
B3t -6 BER5ER2] HEo] HolA dlo] glo}” B
T Rl g9 77 de meRlE FFolEn
ERdg. =8 mAdA BFEste dd20]9 —
QY Bird-egg fE&FfOlTtE e B A<
Ado] FRBEE T BANA <d=2rlE EB
e ez gaAA Y% oaE dd=rle
Rl wa 1R BEVE 79 st
Az HEER ed %S E2 F 1M MR
gt Ao HEFEHe OM 9 M gd=rlde
AA Estn oo’ pRrR kel FIolA
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= E I Vo] gigNoeE
R A

& EEOME B1E duere fRERHoR
A %% FE§ anaphyla-

xis(PCA) I, PAF Fi#o] ¢|¥ anaphylaxis
B3I, compound 48/80 HEo] 2§ anaphylaxis
23 2 iEREln RBK, histamined] 9% vl
2 BEE BIRKE EM0F 58t K8 $2,
Mm#Ee] =g EEO ZAE Arthus RIES, BIVE
9 EERBoZME SRBCYH 9% olg~ 2R
ERFET DNFBol A& #61 EHBRRIES,
a9le] SRBCel gt #imkk BREFREE, acetic
acid HHRel A% GUREER, TIH7e SHEES
¥, macrophage®] phagocytosis % Rk
macrophageo] A2l NO 4ol viAs HE £2
4bs 1 gkt

PCA REES ENRA BHMKEC MiFk 1
B BRReta e AL #@yste £8AdAY
X5 BAS BEoEAN HRE v A &
30 MRENE HEE 8l &&stAT &
fast BE&stA ¥ Hls BAE WA HET

& HiEE Evans bluest §7 B4&ste HIRE
HE std piRol miast e nies RESI
& XA+ histamine %9} chemical mediator
7} pEElol mEEEe] E@Mol EBmstn miEt
natpEol WA Ml HEEoRE Jeyn
2 o 3v|¢ ke REE AEsed X X8
ol A ALEE MERERKTE PCA RE:= 4 B
o] YUNH(Table D. ol MEkEEKT 7 HIGF
o BBREA HRT USE Bekshs Aot

PAFE Benveniste &''7¢] olsto] IgEZ mfF
¥ EY FEERAA 19803 Agoes Hp
g olF FIX BHFE ¥ REREY BN
mediatorg o] HEHAvd, midMR 2w opvg
fFehER, §FEREK, macrophage, MR MBI £ 2
F @A 2BED dsol Ao oz

@t Vol.12. Nol. -

el W8St IgE b/ttt anaphylaxis®} #&
fEfkol gl B AT & HEIAM sk
EREKTE SIRET vI$2 BHk PAFS &
g&td 254 anaphylaxis7t #$IHA=d o=
MREEKT 7T PAF £HfzA 9 ffAE 7HAx
ASE mgse Aoz & 4 ci(Table 1. ol
2 BRT MSREEKT T PAFA o3 HiEs
t 25% anaphylaxis®] BE < st 488
Bigsle el ASE Bokste Aoid.

pgo MmEEET, ERE#Beoz Y
histamine #Hi L EREREZ FHo REN,
histamine Bl F& HROOZ Riffst= (FAS
7% compound 48/80& AMg-3te] EERY RFE M
BREBKTES compound 48/80 FEH] %
anaphylaxis®| #HHEE MEHA R&ANTable
). ol MREEKT7T RS BBFEA A
BIRBR7T A€ BeRSte Hold. =E® in
vitroo] £ compound 48/80°] <] ¥ BEMMEEH B
ERS AHsA Resed ot mek¥BEHKT)
B RENESAE EEHOZ (FASA
% %S /A%Ete] anti-histamine fEfol 8188 &
skate Aol th(Fig.l).

Histamine H#&of ¢ v}~ BEEIRRKIEY
tIAE HRE ¥ ¥ R REESRTO
histamineo] & S E2E HHLET R
1205 #oh Jeldo(Table 1V, Fig.2). Histamine
BR 1R 1] PEEo]l IHEY anti-histamine
% anti-serotonin fFAo|3L 1R} o] ]
IHEE steroid {FAY THiEe] JAdn RED
Oyanagui'®¢| &8s} h&rstge W, mekERK
F7} histamined] °|@ it BERE 08 &EST
KA AS BKSE Ao= MKEFHKT
fEfo] anti-histamine fFfio] obd-& Rutsle= A
°|3 eanti-histamine fEf} X9 steroid fFAICl
AL TEHS BEkste Ade ¥ & Joud A
AT BES B HxdHoler & oz ElE
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fmEddl A PEEEEe] RFEEEETT BEAAN
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& #¥EEY, anaphylatoxing® fER-S 7HA 3 Q1
oM &EEAiRe FUd HEMEIT Zoln fF
iif o HZAMK HARE BAY g 7
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BHEol doldtt = AR FHAAN MM
o] Bkol Yol A BE, Bl B4AEST M
HHEBE AT M #iTHE Aol ol
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BEENG &R EEHA @t (Tsble VI. ©]
= meREEHFIT Arthus RIS EEMQ BE
7t &8 Hokste Zojd

EVR g=r] KELS BENASEDTHL
24 53 DTH EKEE gffg Td37s
macrophageell 9|3 fEHE HREME KB
frgolth. EMIEARES MBS XHABA
of o# EXRHHWl HEHE Ao kX Mg
BAC] oA fEQAT o] KEL WY Fk
ol FEoz Vel B4 # 24-48F5h0] A
UM #&A7E 8 K KERdME SRBCH oF
DTH K%} DNFBel ol £5tt BERARRE
€ HE=2 IH9q BHSdeEd mRERSHTo

SRBC &Hiol o ¢t JRaEREME-S 8 IA
A H oG (Table VI #/E BREEAS &
E9) JR7T BIRHA et Table VIID. of
B RRE MEREEHTIT BEY BERKEd e
HsE R oy EE AEREAs B
BA ZRT 8-S Bkt ol

aQol = Mk EEREN AT mkKR&KT
o] HREE BISAEY o REL HFmi &HES
o] FE-pie7t KA Rmik7 BEE do7)
t AL KER dd wEl R Jd8 fins
FezZslz] Qs RS BROR K HRdAMe
MeREREKT fRE o3 FuKk BEXRET H
Bt A BAstsicHTable IX). 1R husk¥E
BTl BE rmxkel dF iS4k \Es
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Fig.1. A micrbgraph of the degranulation of rat peritoneal mast celis
induced by compound 48/80.

A; The cells were stained with 0.5% toluidine blue.

B; The cells were stained with 0. 5% toluidine blue, and then

were treated with KDEJ(3x10° g/ml) and compound 48/80
(50png/ml).(x40)
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Fig.2. Decreasing Effect of KDEJ on the increasing rate of
hind paw edema induced by histamine In mice.
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Fig.3. Effect of KDEJ on the subpopulation of mice T-iymphocytes.

The subpbpulation of T-lymphocytes were determined with

a flow cytometer after staining with CD4-PE and CD8-FITC
mAbs.

Each bar represents the mean+SE of 5 mice.
*; Significantly different from control group(P<0.01).
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Fig.4. Effect of KDEJ on the phagocytic activity of mice peritoneal
macrophages.
KDEJ (500mg/kg) was administered p.o. for 7 days, and
then 3% thioglycollate was injected I.p. at the 4th day.
Peritoneal macrophages obtained after 2 hours adherence
period were cultured in DME media(without pheno! red} with
opsonized zymosan. The chemiluminescerice was measured
at 5 min. intervals for 60 minutes. Other precedures were
described as detailed in the materials and methods section.
Each point represents the mean from 5 experiments.
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! &\
I . ,

Control KDEJ

Fig.5. Effect cf KDEJ on the prod‘uction of nitric oxide from mice
peritoneal macrophages.
KDEJ (500mg/kg) was administered p.o. for 7 days, and
3%-thioglycollate was injected i.p. at the 4th day. Peritoneal
macrophages obtained after 2 hrs. adherence period were
cultured in RPMI1640 media with LPS and yIFN.

Each bar represents the mean+SE of 5 mice.
The nitric oxide content of LPS and yIFN non-treated group
is 2.3+0.2 pmiol/ml.

- 142 -



	00000113.tif
	00000114.tif
	00000115.tif
	00000116.tif
	00000117.tif
	00000118.tif
	00000119.tif
	00000120.tif
	00000121.tif
	00000122.tif
	00000123.tif
	00000124.tif
	00000125.tif
	00000126.tif
	00000127.tif
	00000128.tif
	00000129.tif
	00000130.tif
	00000131.tif
	00000132.tif
	00000133.tif
	00000134.tif
	00000135.tif
	00000136.tif
	00000137.tif
	00000138.tif
	00000139.tif
	00000140.tif
	00000141.tif
	00000142.tif

