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BT 2809 2 RFE ol g g Lo
ul X BOR

R, FEH, KRR, 208, 2REH, 2RE

I & A

BEEE BRE(=5Y453, Ulmaceae)dl %
B EEBARY =FUFY #E € Holth
sk B3, e F3o] FiK, B, HE
50l o} YHeT NMEAHE, WE, K
B BERY, 4% g N8 29t
T§ BORIERE, FHo aAwm Ut e
o, A= g EsA vde HFZdx &
253 Yo,

P27l FEe HF 2AS EAFA
e vhgeog HArIHe o
Z RGeS 0 2 18 gg= 3
AX Seo sy Fdo o otuide
A2g dodAY, F=#7, -
ge2sd Hg S99 AP o l?
53 AES HAste oppdEA A
ZZd AN Bol dYE Fo ¥ F
Yol Yelus &g &
HAY == 3FF glo] &£3dgeol 4o
Yis @op

ok, a1 6igd 2 A TN
Yelus SA18 fuigkgg nitizz 2y
WEHE F§83 uAEdd oste wiriEo
dojurt ¥ e wwtg ¥ 2 B oA
Fuuke-& IgE Ald didr W FojH F

AU ED stelEtn AU

A IgE Ao 2 F T #99 »/F
o ofM FEE F AP eeg FgE
FAE gdEr] A0S Qo FAH
Hukeol hE AFAHA AW RE2M £
54 wR opd"I AN~ (passive cutaneous
anaphylaxis, PCA) #$& f=@ctt?® nlu
Ay #FPes AAdef] B ¢
tumor necrosis factor-a(TNF-a)7} & 81%]
B pCA WS AlS} olasbRlE Eolgo)
g IgE &4 FEA7 na dF2E9Y 2 F
o] #Fog F/RG I

olglg dEr] T4 dusHe Hem
AZAEE FiE 8 59 @ kI A
£5o] gon HIT gHErA4 vdd &8

= Aoz uFo B BRELE gdE7)
Agel Mg} oo HAH3] AHEE FE U
S Aoz 7IgEY. oldl AAEL HARE
o] &3t compound 48/809] 2l3ld R EHE
AR ol A~ R 3 IgE A 8|
FEsE FRukse Aol Kl EE
Brrstgdeh =3 875 27 OARZE o
2351 Ko TNF-a B4 2 cAMP &
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oI. ## 2 5k

1. M

RIEEE Y3dsn AFIPBARF,
AF)NA st ALEEE Y. compound
48/80, anti-dinitrophenyl(DNP) IgE, DNP-
human serum albumin(HSA)3} metrizamide
+ Sigma Chemical Co.(St. Louis, MO,
USA)SlA 74893, a-minimal essential
medium («-MEM)2 Flow Laboratories
(Irvine, UK)oA, fetal calf serum(FCS)-&
Life Technologys(Grand Island, NY, USA)%j
A F98t9 Tt recombinant tumor necrosis
factor-& (rTNF-a) (1 X 10° U/wt)$} rabbit
anti-murine TNF-a antibodyt Genzyme
(Munchen, Germany)oll-] T48t%25, phosphatase-
labeled anti-rabbit IgG¥ Serotec(Oxford,
England)ol Al #4396t Wistardl 83 &
A AP FEMEHEAE, Z2H)AA FAeH
AYol] o] 83 A,

il

2. RiBE KFre B/E

RiRf ol 2 2FHFE €3 70CHA 5
AEG FEIAAY. KEES 045 m o7
2|g ol &3t A} g WF Az
AZXF extractes AT FLS Tyrode
buffer A (10 mM HEPES, 130 mM Na(l, 5
mM KCl 1.4 mM CaCly, 1 mM MgCl, 56
mM glucose, 0.1% bovine serum albumin)°l
AMg-Ael] &A1 AT

3. Compound 48/8001 #%t &5
4 OhfEEIAIA

BiBEZE compound 43/80& (0.008 mg/g

AZ) T8 08 @, 58 F L 108 T4
2ol FASAT. AAEES BRI~
£ 49N T OREQL BRSNS B
. AAbge] w@ol B AF AAY Az
N WA As) WAL Rasd sagw
& AT,

4. RE) EW OftEEIA A (PCA)

IgE Q&3 wRutged 5 AR olyy
gAl2x BB anti-DNP IgE(100 we)&
A FAS 48417 Fo] #FA ] me]l AF
o} DNP-HSA(1 mg)®t 4% Evans blue(1:4)
g FARlY Yozt oF 0%8F AHAE
AN F HuFAL JRE FEARSY
d9€ ¥99 Evans blued) ¥& &A&Y
0.2

5. s|lAElal TE

AXmF FEd 2 dH Fo A =8
N9 HFFE Shore TV Wyoz srh
s AEld oHET FHO AR 5004
E 91 60% FE2A £ 50uE ¥ &
FF QARIA500 mpm, 20 min)dd =2
A& 800ulE 5 N-NaOH &% 5008, =%/
+ 3mf, n-Butanol 10m¢ ® NaCl 1.2 g& &

T8 AdTe 22 g F AAEZNZ000
rpm, 10 min)3t9th.  Butanol® 8 mlE 0
m¢ Al¥#] ¥xm 01 N-HCl €9 3 m
n-Heptane 10 mE 7}t g F QA EE
(2,000 rpm, 10 min)&tQeh g7l oA

% 2 meo]l 1 N-NaOH €< 400 utet 1%

o-Phthaldialdehyde &< 100 uE& ¥1 %
AH37T) oA 3 EF ¥EAN g, 3

N-HCl €9 200 wi& 91 EF F 2 & ¥
ot ¥Wxjta] spectrofluorometer(hex=360 nm,
dem=440 nMm)T. FF=E FH3}I
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H2EW &3 AAME0He ToT o

Axstglct,
%%7}3“11 w%uﬂg] {Y).}:-E}t"l%}
g TEE WM qaguyg

F2¢ WK ARk o) slankl o

6. iR EAMmIR Bk

Kanemoto 59} wie] Z3lo 817 2%
A EE EEsidd. s duEd A
A€ JdHEZE v FAN F 01% gelatin®
& ¥ Tyrode buffer B(NaCl, NaHCOs, KCl,
NaH2POy, glucose) & 20 miE E7hfel £
B 30 2T EYS by AAe & ox
Y A4S =4ALHA BNstY ERNEE
qHE ARRL saEz goloz RHsy
o BFAREE 150xg2 10 B 33 @ki
3 QAN F 4F BRade vgn 59
Tyrode buffer B2 AR-FAZATH o] AR
F4F ¥ TAEE 225% w/v metrizamide S
ol Yurt 5% wwoegw Rg A s
et

7. TNFa £5% EE

W) Y4® TNF-a9) &AL Scuderi
§90) Jlad e Fad o Hyw
ELISA (enzyme-linked immunosorbent assay)®
AA&At. & anti-murine TNF-¢ capture
mAb+ flat-bottomed 96-well plate(Corning,
Rochester, NY)ol coating buffer (0.02%
sodium azide® &-H3I PBS, pH = 7208 ¢
43 & welld BZ3% S 625 nge 2 g
F F 4TA 125 3"y, =Y
F, ulBold AFRHAE =y st 2%

BSAS #4-% PBS2 74¥ blocking buffer
§ AH7kske) 37ColAN 2428 blocking 8
AT WA} 0.05% Tween 208 53 PBS
2 ZAME washing bufferg 43 A3%
recombinant mouse TNF-¢ X &3 2
sample®] MFFFTAE 2 wellol 100 wH
7bate 37TCelA] 2415 ARy, o
A} 0.05% Tween 202 A3 PBSZ 43) A
A ¥ rabbit anti-murine TNF-4E 1% BSA
€ /¥ PBSE o839 78 ng/ml FEZ
4% F wellel Xalslo] 37°ColA 2475
Wi F3td k. ©hA] washing bufferz 73] AXE
phosphatase”’t Z¥¥ goat anti-rabbit IgG
(Sigma Co)& 100 ng/m{ 552 ZF wello] 2
¥ g I7CAM 2413t wjge & 73 A
A "t AAHE 005 M NaHCO:9 0.05
mM MgCh® 248 bufferl €A pnitro
phenyl phosphate (PNPP) 2AAZ 100 w4
Z wellel 7tete] 1087 ¥AHL f 8 Og
ELISA readerE of£3te 405 nm sh#bol A
TNF-a9] 4& S99

8. cAMP BiE

cCAMP #%-2 Peachell $*'¢] Wyl we}
FAsAT.  aE dgad, o4 B
B2 HBAXE o 37CAA ez
Tyrode buffer Al 83 g QAET &
ol 5x10° celly YAFA o] kBS
Aelgtgdnh. wEe XAF A pARo=
AANF 3, g 728 vortexd the A
g A &&(86% ethanol/1 M HCI2] 09 ml
91)& 7teted e EFrAZD AAAX
2 £ JFAAY. HEL vortex® U
speed vaccum evaporatorol A BZAZ T}
A2 AEA 2HE& ST A(150-200 )&
€4 Y% Haetdv cAMP $F2
Amersham International Plc.2] kitZ o]&3}

o ZARGEYYoR AT

- 2581 -



9. MEtBHY H7

EE A3 4¥34d g% means *
SEZ Uehdigien, $A%H 248 student's
t-test® ATk {4 #HF L POOLE
b=

m. HEAR

1. 25% ol4EtA 20 UM &
RS M R

WA A ol FAN 2N RIS &

e APy st XAAF olvgZyAx
FEAZMA  compound 48/80% A}£3het)
X AHE-E compound 48/80(0.008 mg/g, )
< BAYW FARE og 1AES BAsg
AAs At Table 1o] UERH nbe}l o] of
ETLZ 200 u£s] AR AGFE FAT &
compound 48/809] FAgF A XHEHA &
o2 100% AAMES debdd 2y
WK E compound 48/80 Fof 1AZHAo)
0.001-1.0 mg/g AT TEEAANM Axayq
<€ W, compound 48/800] o1& X]A}&o] &
FlEH o2 ZastUtHn=10/group). KR
(1.0 mg/g AZ)E compound 48/80 5o F
58, 102 Fo Fodse o dx9 Arrg
& A EH g ZAsAHTable 2). #&
HEA0 ng/g AF) Fool 23 A8 A=
Al olide #AHA )
Table 1. Effect of aqueous extract
of Ulmi radicis cortex(URC)
on compound 48/80- induced
systemic anaphylaxis

URC addition ~ Compound 48/80 Mortality (%)
(mg/g BW) (0.008 mg/g BW)

None(Saline) + 100

0.001 + 100

0.01 + 70

0.1 + 40

1.0 + 0

1.0 - 0

Mortality (%) within 1 hr following the
compound 48/80 injection is presented as
the No. of dead rats X 100/total No. of
experimental rats.

Table 2. Time-dependent effect of
agueous extract of Ulmiy
radicis  cortex(URQC) on
compound  48/80-induced
systemic anaphylaxis

URC additon  Compound 48/80 Mortality (%)

{mglo BW)  (0.008 mgla BW)

5min 10 min
after after

None(Saline} - 100 100

10 - 2 60

10 - 0 0

Mortality (%6) within 1 hr following the
compound 48/80 injection is presented as
the No. of dead rats X 100/total No. of
experimental rats.

2. mE+ S|AERIel #Eatol] UM
RARE 08 HR

t}-&-& compound 48/80 Fofo ojd A
% SlaERle] fEe oM Rk &%
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& A¥3dd. 83 B39 compound 48/
80€ F3}7] 1A Mol HIBAZ0.001 - 1.0
w/g AF)E EZU FA8ET  compound
48/80& FAIE 154 Fol] 3R] AFown
B ¥4& do] 848 RYsigdy. 2 A3
BREEZE PE9&2402 830 32gvy
WES AAANZAYD (Fig. ). E3] &RiBEK 10
m/g AFAME 2 237 A9 (P<
0.01).

100 h
90 T
80 | ’
L rnt ]
A
T 0r f
2 50} 5
8 |
= 40 + H
£ i
30 | :
2 | »
10 i
0 . . |
0.001 0.01 0.1 1
URC(mg/p BW)
FIGURE 1. Effect of aqueous exftract of
Ulmi radicis cortex(URC) on compound

48/80-induced serum histamine
Data are presented as the mean =+
three independent experiments.

: significantly different from the

release.
SE of

P<0.01;
saline value.

3. BARY OftEHEIA A0 UM K
REzel HH YR

AAY T4 gjzr] ¥Ego) nix
ke anE A8y A3l yE=z
TR JUBZALLEFTE FEE o]
Bizel 352 AF7aat. % A
LA = v E Fdo EA5E Ig
Aol AatE o] IgE FAES AA

M)

4 &

2 op £ F ool B

o

o}

o J
Az o 2 0if

b 4

)“m

TEHLE FAF e F94& FAeY ¢
271 ARugont® Sdd AN &K
Hizel a%& BA87] ditd 548 =3
o dEETEE AL BAANIGEE FAst
o 2Toz &Fdh. A FA 48M% F
o 342 DNP-HSA 9 evans blueg® #g
Foo)] FAFA i FA FES )
o "lastdd. I A3 Kk e ddee
oF7]37] 1N Aol sl 52 Y4
g A7 Table 3] epbd ulel o] #
BE 01, 10 mg/g AFAN A dA&S
Yetith (P<0.01).

Table 3. Effect of agueous extract
of Ulmi radicis cortex(URC)
on the 48-hr PCA in rats

URC addition Amount of dve  Inhibition (%)
(mg/g BW) (g/site)

None (Saline) 12817£0.032 -

0.1 714420026 443

10 2679+0.058° 75.1

Data are presented as the mean T
four independent experiments.

* P<001; significantly different from the
saline value.

SE of

4. EF fgke EEkiEiRER FH
Efgl gt UM R
FEES

Sl

A0

ojHolE A Ao AEFT TR
93y 232 compound 48/80%% IgE &
LX) g% sjAgtle f7 2BL 57 ¥
TS 2ot WA dPoE sty
4 e, BeEd B nwAEed ik
2 Halsln 108 Fol| compound 48/80 A&l
2 DNP-HSAZ of7leto] 3| 2elvle] fei&
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< FRA%. 2 2 RBELO001 - 1.0
p/m)E FEAEHCEZ compound 48/80 &
=4 R IgE "I sl2ER wEe A
At (Fig. 2).

3
.

Inhibition(%)
3

0.001 0.0t 0.1 1
| URG{ ug/m)

S |

FIGURE 2. Effect of aqueous extract of
Ulmi radicis cortex(URC) on compound
48/80-induced (@) or IgE-mediated (o)
histamine release from RPMC. Data are
presented as the mean SE of three
independent experiments.

* P<0.01; significantly different from the
saline value.

5. & IERE IERMmBEE 5 TNF-
a ol UM HAREZ S Hh) YR

R Aol A -6-51??_ dqEF
FEZEE LAHZ TNF-ao] 2ulo] nz=
FE A¥EIAT 1x I 37‘ LI
anti-DNP IgE(1.0 wg/m)Z Z2AIZ T
3 DNP-HSA(0.1 pe/m)E AZ37] 4412
el RS Bostad. 2 23 R
(10 pg/mt)= BF B7 v xXz 28 IgE
78 TNF-a AZE& dA3F JAANHG
(Table 4).

AE

ooz

o

Lot off

Table 4. Effect of aqueous extract
of Ulmi radicis cortex
(URC) on IgE-mediated
TNF - production from
RPMC

URC addition ~ Anti-DNP igE + TNF-a production

(ng/mt) DNP-HSA (ng/ml)

None(Saline) ~ 0.271£0.040

None(Saline) + 0.749:0.055

1.0 + 0.396+0.082°

Data are presented as the mean * SE of
three independent experiments.

' P<00L; significantly different from the
saline value.

6. X MERE EHMEIEAR cAMP
KEO| UM BARRS YR

R o 2 AzEL KK 87 23

Bl 22 B slaebue] Wa e Agxsis
7128 HE7l Y8l cAMP £&¢ 4F
gt HHA B sUAXE Rk ¥
A GRS wW, AFEN cAMP ko] E7to
compound 48/802] #7i= WrlE Qg o
A Zadoh. e BE AN KMk
o g AX =EA4L A9 949 Hirypan
blue uptake).(Table 5)
Table 5. Effect of aqueous extract
of Ulmi radicis cortex
(URC) on compound 48/
80-induced cAMP content
in RPMC
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URC addition  Compound48/80  cAMP

M Gug/m)  (pmol/2 X 10° cells)
None (Saline) - 153

None (Saline) + 6+3

10 - 12749

10 + 113+6"

Pata are presented as the mean * SE of
three independent experiments.

* P<001; significantly different from the
saline value.

V. # =

REKE RA%, TR A% REfdis
2ol sk “H, T OEFL mE, o
B, H, 8 So® ol HEFoR Yy
PO E%el OIME <lEAERSOlA ‘3
KAMEAE, FIKHE, RISE", <BEHE> oA
‘ERFMEE, WE SRR, <EHH>
AM EFEM, BRI, T8, <KEME >
A CHIER, BRE, (FEEK, MEE ) 89

g} 14 240
dHErE=

TA7I e wek [-VEo=z
YAed, A1YE Fudduwgs 5452 7
A8 AArt 9§ 29 (allergen)ol A

EHE FA gulErergo] dojydr) o
3E GH2719h-g obuha 2 A A (anaphlaxis)
T ‘om| o] ojghdoz oju] zaryel
= AN BRAE e 3QTo B2a
Hol Qe A AFEA HA S2Ue] A
%3 dojuyE HEwg’os Aoy 4 g
o o] g MR AY T Zay wg
22 JEg & g

AL wge ojul ZAEo 9= ol

A AF TLE Fddol FATGo N WA
ok &3] FEUCY & Agd WA 3%
A H ol T4 WS FY = allergen
o} AW AYT we gan, FaH §x
TR, ¢dErY vy, 29y, 129, A9
A AANE, gH2714 949 59 88 3
S} 10

HBAIE gy whge ATY Cay
5 F7te 71dEeY Ca v E F7te 37}
A 718 ¥ AAE IgE FEA9 A=
o2 AEHE Ca” channel® 43 AHA
Ca” uptakeE Z7IA71E Holm, Ex:=
IgE TEA7F G-9%L A3 ¥ adenylate
cyclase?t 843t Hol cAMPE RASI:E A
L2 cAMPE AXydl AAE Ca &
Azt A# = phospholipase CE& 43 A
7 phosphatidylinositol 4,5-biphosphate(PIP,)
E AMEA Ca'e wEE fEdeE
0} 19

A1E A0S o7 Ay 7
gol RAHAEAN FYP= At AEg
Aoz AMHE wAdAz FRED 3y
ol olu] HEA oyt g AFoz
el SAEHRAM  2EHiRE oAzt
histamine, serotonin, protein kinase 1231
eosinophil chemotatic factoro)®™ =% A
S wi/iARbE  platelet-activating  factor,
leukotriene, prostaglandin 28] 1 bradykinin
s’

A X o] o g Wy oln

=2 H M2 FAHA =4 |
S| 2B ol HFAIAE do

e

Zo)

N m{n
Iroo
30 N ofN oft

o X ) 0. 7) =
4 AR A2 F9 Stz Lol
o niwAEe gnge uwgEe gd

ool &= AFE A o fuggl?
7HE A8 AFED2e 7)E opwxay
A 4 compound 48/8001 Utk® =
X9 compound 48/80-& B|WkAEZ XHEg A
9] 90%7HA] B|AElWle] WES HEAFIY
ol H3d %o compound 48/809] Apg

off ofy
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L2 fpugN 2 JRe ATEHE o A
|5E w0y A 9$°]"+19) ‘

€ AFAN AL HEKL ‘3}"&?} 2}
A} o AN 2 5.‘/‘ olvtg g s
A A e LAPY. =@ lﬁﬁ&
= 8FHANM BHF s 2EW 328 7BAaA
AL ¥ oliel compound 48/80 E& anti-
DNP IgEZ AF3te] 87 uintyzz 2y
THHE 2809 25 dA435] gaAH
oo olEE AdE AAULAA BiEEt
MR XS] zFo] @ FA Y B
917“31"‘" EJ—}E’ 7]'Z]_7 All— Aa ?:}*]5}'—‘—
Atk compound 48/80¢] <la) uH|wgwE=
BE 28l wae fra= AzAg
A YsE gAY A7 Qg Ha
H3tg compound 48/80 B ol9} {AHE T
BIAEEC A9 HHPHoE G-proteinsE ¥
BN = Ao) WEHAY YRojgp B ¢
E4E Gi-fAb @9E@oln  benzalkonium
chlorides] 913 Aol AANAL® gz
7174 Age AYole A 7ix) 32 AL
9 FaAol AAHIE Yoy Agne
Y FEAL AR 089 7 ZEAH uy)
24 ez QAT 9. ey )
€4 Hu 2L vy H& 9 gt o)
MEZ FEAY Fdo dfyE dgzv)
Td3 §AR GFHdow FW EnMe] =)
#0290 REKE S8 AN IgE oA
4 Fd ohdgA) wbgol HA3E AAHY
THTable 3). ojs AFAE= HMEs 2%
T A% F2 9B gY2r] wee Gy
g T AveE R —4”]@‘4

& d7dAN ARELS Rl T 9
3 27 ugqEg “‘7""5‘24 Ao o}t
TNF-¢9] #3817t oAd:s 2L 2939
(Table 4. BRHE) AAUAAH 43 2 ©
HebgFol vwuAEE BE TNF-a 2i] o
A &3s %iﬂlaﬂ 2ol Healsty A3 3
A€ ADE AL duidly] g2 g4
of Wi aAY ALY ARs Yo

(==
T2

2 Aadr. uuiaq¥z 2E g3y kg
9 A4A 71%e] A¥EW adenylate cyclases)
Bdsld BAYF cAMPYS 717t LA
ATk st oA WEPe o) A Xy
cAMP BFL Az vlTHPe o gyl o

& Z7VAtHTable 5). °18% Az vlw
kﬂE——l g3l UM REEY A '
T cAMP &9 F7HE Fdld oisa ¢
RE AR KRBEY sAgNe w
2 Al g ofd™erAla A JiF 7
€ A3 HBAEY 28NS FAHHE= &
49 L-histidine decarboxylaseg gA4E, &
A 2E 2 24 7% 52 AL A3y
Ba7lt gloey 9o Anzg §_°} e @
g3ty oz dvid, gHEsg v, LEs
714 A, Ao, F44 8223 gy=
7178 A%E T AgHE 2838 2AE A
Mot gtoz A 1¥ gdzr) AR xm
A $8% & Ug Aoz AtgHr)

e

V. & &

AT AR d4Hos tezr|
z‘:.:_xon 8D Sl e 25 B
4974 2TA 2 PEAA g AL %)
T NESY olHY A¥e Fad wAY
WEe e o) e & Q.

rdﬂ,

L. ﬁﬁ&‘* A opdeEAlAE oA
. 53 REBEKE zﬂ 2 10 mg ¥4
Aol 100% A4 &S BArTh

. REEE FAR 311?‘ oA N2 E

A3 A A S HP<0.01).

3. B E YRR vitaze A=
oA g% gy wEg A3 A
A HP <0.01).

4 REEE BASE FZo g vty

[AW)
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ABSTRACT

Effect of Ulmi radicis Cortex Extract on
Systemic and Local Anaphaylaxis in Rats

Oh Myung Jin, Lee Eon Jeong, Song Bong Keun, Kim Hyeong Kyun,
Kim Dong Hyuk, Kim Seong Jae

Department of Internal Medicine, College of Oriental Medicine,
Wonkwang University, Iksan, Korea.

Ulmi radicis cortex is a herb medicine which has been used for the treatment of such
allergic disease as urticaria, allergic rhinitis and athma.

To assess the contribution of an aqueous extract of Ulmi radicis cortex(URC) in
systemic anaphylaxis, we used compound 48/80 as a fatal anaphylaxis inducer in rats.
URC inhibited anaphylactic shock 100% with a dose of 1.0 mg/g body weight (BW) 1 hr
before injection of compound 48/80. URC significantly inhibited serum histamine levels
induced by compound 48/80. URC (10 mg/g BW) also inhibited to 79.1% passive
cutaneous anaphylaxis activated by anti-dinitrophenyl (DNP) IgE. URC dose-dependently
inhibited the histamine release from the rat peritoneal mast cells (RPMC) by compound
48/80. Moreover, URC had a significant inhibitory effect on anti-DNP IgE-induced
histamine release or tumor necrosis factor-a production from RPMC. The level of cAMP
in RPMC, when URC was added, significantly increased compared with that of normal
control. These results indicate that URC may possess strong antianaphylactic effect.

Key words Ulmi radicis cortex, allergic disease, anaphviaxis, histamine, tumor necrosi

factor-d, antianaphylactic effect
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