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In vitro and in vivo anti-inflammatory and anti-allergic

responses caused by water extract of Mori Cortex

Cho Hyung Jun, Lee Jin Yong, Kim Deog Gon
Department of Pediatrics, College of Oriental Medicine, KyungHee University

Objective: This experimental study was performed to examine the in vitro and in vivo
anti-inflammatory and anti-allergic effects of Mori Cortex.

Methods: Water extract of Mori Cortex was studied to its ability to stimulate or inhibit
macrophage 264.7 cells to produce inflammatory and allergic mediators. Cytokines such as TL-18,
IL-6, IL-10 and TNF-a were measured by immunochemical assay. In vitro, the macrophages 264.7
were classified into four groups. One group was a normal group. The other group was a (-)
control group stimulated with LPS. And the third group was a (+) control group pretreated for 1
hour with hydrocortisone. And the fourth group was a sample group pretreated for 1 hour with
Mori Cortex. After pretreatment, macrophage were incubated with lipopolysaccharide(LPS) 100 ng/
m¢ for 12 hour and media collected and IL-1B, TL-6, IL-10 and TNF-a concentrations in
supernatants were measured each by Enzyme linked immuno-soubent assay. Mori Cortex were
used 50 pg/me, 100 pg/me, 250 pg/mf, 500 pg/m¢ and 1,000 wg/mé. Hydrocortisones were used
10°M, 10™M, 10°M, 10°M and 10™M. In vivo, the SD rats were classified into three groups. One
group was a normal group injected with normal saline into the abdominal cavity. The other was a
control group prescribed to compound 48/80 after normal saline injection. And the third was a

sample group prescribed to compoud 40/80 after Mori Cortex injection. Then, the release of
histamnine, I1-6 and TNF-a were measured,
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Results

In vitro, Mori Cortex significantly increased the release of IL-1B and TNF-a by
LPS-stimulated macrophage 264.7 cells. And it significantly decreased the release of IL-10. In IL-6,
Mori Cortex of low concentration significantly decreased the release of IL-6, but that of high
concentration acted in reverse. In vivo, Mori Cortex didn’'t show significant inhibitory effects on
the release of histamine and IL-6 in comparison with that of the control group. But it significantly
increased the release of TNF-a in comparison with that of the control group.

Key words : Mori Cortex, allergic inflammation, IL-18, IL-6, IL-10, TNF-a, histamine
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9 37t SATOZA NDALY BHY 2
s2em #Eg JdAPTn Rusden, &
%13’% Ayl A A EZHE nitric oxide,
TNF-a 2 IL-1 59 4ZWAQA 2ulg
Agdte FEFaRE ez BRI
o}, o] e A mn Bl““ﬂi«l wﬁao
=

o2z B4E YeuE "év‘f—ol lignin-car-
bohydrate complex@ti B s}t oA
£ a0y g4gs ad®, gaae”, ¥
B3 ALY Zof gy A7 ABER
_o_L} %IEVM FdFuSd g d+e

255 Z‘Jfﬁﬂﬁi‘ﬂ Aoyl #H dAFE H
FdS 4 Fgex Lol U
g2 JME BHolm YL ¥ £ Utk 19
U, Aeslzt [L-18, -6, I-10, TNF-a 2
~histamine®] ®¥8]9 oW FFE v A&7}l
N3 in vitro$} in vivoE Vo] A8s AT
T bR Tk

ol Azt= dAdolA
9] A e AF ALEEHE
2 g Z -3

© -0

i

d3A d9A =g
R R B e g Bl
of e FFE IAeAE 7+
Be&t7] $13 in vitrol £ macrophage 264.7
cellsell A LPS f-@of <3t IL-1, IL-6, IL-
10 3 TNF-ao @do] wjxje= g2 #33)
compound 48/809 913}
¥ anaphylactic shockelA¢] ¥F hista-
mine, [L-6 ¢ TNF-a 558 #@sed 1 2
B} B33k= o)t}

I, in vivol M

I.4 ¥

1. In vitro

1) A4s

1) A Az

e et Foast
B FdEAAT 4 250 g& 3L T

H A%
F &gk

rH of

Zgtad Wi 2500 M FRTE Hste U
7Jr717} gy der)dA At B AEE
3 o2 A3k o)BA 2L AT
S A5 F FE Az £ FEER
gs dud.

2) Aok

B Add AREE A1 lipopolysaccharide
(LPS)¢} hydrocortisone< Sigmaitt (St. Louis,
MO, US.A)Y AEE FYstAh

(3) Nx< wiek

Macrophage 264.7 cell2 Dulbecco’s mini-
mum Eagle's medium (DMEM, 10% Fetal
bovine serum (FBS), penicillin]100 U/mi, strep-
tomycin; 100 U/mb) wiAE AH8-3191 2™, mac-
rophage 2647 cell® 24 well platedl 2x10°&
BF32 5% COz 37TAA sigatsich

2) ¥y

D) A¥TY 7

Macrophage 2647 cellt+S wi¥3 AT
(Normal ), LPS (100 ng/m¢)E stimulation
3 ()= (Control T), hydrocortisone2. &
#AHe ¥ LPSE stimulationd (HWZET
(HCS o), 283 U3z AXAd F LPS
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2 stimulation¥ A¥TF (Mori Cortex)22
Ef‘f}ﬂit} Adslel FEE 50, 100, 250,

500, ¥ 1,000 pg/méE, hydrocortisoned] %

= 10‘8, 107, 10° 10°, 2 10” M= st

(2) Cytokine®] &34

Macrophage 2647 cell 2x10°& 24 well
plated] #F3}9 overnight incubationd ¥,
mediumE Zo}Fdh. 1 ¥ gy 9 hy-
drocortisones TE¥EE At FEAz
1Az 3 LPS (100 ng/ml)E stimulationd}
o} 12X ¥ medium$ Zojd F 2000 rpm,
4ToAA 1082 94 Eestd 43dus 2
g8 FA%.

IL-18, IL-6, IL-10 ¥ TNF-a®] AHAFL
ELISA (enzyme-linked immuno-sorbent as-
say) & AH&3stgltt.  Plate (Nunc Maxi-
sorp)®l capture antibodyE 25°CA over-
night coating® ¥, plateZ washing buffer2
washing3l1tl. 1% BSA, 5% sucrose, 0.05%
NaNz€& X321 3l+ phosphate buffered
saline (PBS)E A-&oA blocking?¥ &, sam-~
peg F AIF & AHALdM I3
(sampleZ 0.1% BSA, 0.05% Tween 202 ¥
et e PBSZ 3|43y, Plateg thAl
washing® ¥ detection AbZ A2 F A
7t Wil plate® washing, streptavidin-
horseradish peroxidase® 2087 A& wj%
F oAl washing3t%ith. Tetramethylbenzidine
(TMB) substrate® #7tsti A-Lolrf 2087
HEA17] & stop solution (2N HoSO)o.2 uh
€€ AAAL dg 450 nmolA ODES =
A At

3) EAA=
A¥AdF}E SAZz39% SPSS® for win-

dows (version 100, SPSS, Inc., Chicago,
USA)E AHE38te 489 X 1 cyto-
kine @A E Y 39S Oneway ANOVA
2 AAEYen, Oneway ANOVASIA H-9
4% P value < 00581 7% post hoc testZ
A Scheffe’s test® A #&5ith

2. In vivo

1) A=

(1) &

AYEFEL Agady 7498 AF 20 ¢
AF 9 Sprague-DawleyAl 3 IHE A&
k. B3 AgE AREA HEE 5o
o, AbSAle £XE 21-23C, FEE 40-60%

2 fAstgey, ¥ de Fle A7 124
Zto2 gt

(2) A Az
S Ayl 250 g&
2500 mt EFFE

3L 52 Zgadd ¥
7ysted Bz7\7t A" 7l
g7l A 2/ B HEE F ARAR A
?5]'?&“} ol@A d& dFHAg AAFEFT F
52 Az8d & 25 B gg U ¥
9 R AFFEY AF 100 g9 075 mg
S 1 me AEed o HE fiterd ¥
7 FAAT

2) 3y

(D A9 &7

Sprague-Dawley Al ## o)A histamine
7 2A4L A% A¥TY EFE dod 2ok
AT (Normal )2 A=A KAF (05 me/100
2E A 4N, 12717 1A 2 1583
7tz 13 BB F484d gz (Con-
trol )& AHAEF (05 m/100 g)& A4
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AXNZY, 12A78, 1A Aol Z47 13 27 F
ALgE o5 34 15% Aol compound 48/80 0.5
ng/10 g& B FAIGen, AHE (Mori
Corte) AT Es oA 9y 075 mg
/100 g& 2T 2 Pyoes B FAH)
Act. APEEL BE FAA ZZ 6uigz
st

(2) Histamine, TNF-a % [L-6 ¥4

M7} histamine £H$} TNF-a 2181
IL-6o PIXE a3 g Yolnr] s, AR
A ANEFE A& EDTA tubeo] Fo} 4T
A 1,800 rpm, 1087 94 st dRwe
E2d & AM8E9Y. Histamine® A3
ELISA kit (BECKMAN culture company)&,
IL-6 ¢ TNF-« ®%¥ ELISA kit (Bio-
source) & AH8-3te ZA3% o

() AAE

Addze EA4L JUNE R4 AYE
7 g0 A3 Student’s t-testE A3}t
P < 0059 A% felAde] sitka Hristgn

1. In vitro

1) IL-1B¢] &nldl MX = FF

LPSZ stimulation¥ control T IL-1§ %
EE 407 £ 021 pyml2 AAATTY 101
t 011 pg/miell B3} A3 FIHEHASTE
A}l Hydrocortisonel.2 A3 F LPS=2

Table 1. Effects of Mori Cortex on LLPS-induced IL~1B Concentration in Macrophage 264.7 Cells

Treatment of cells IL-18(pg/mil)
Normal 191 = on?
Control 407 + 021

HCS 10% M 331 + 009"
HCS 107 M 221 + 019"
HCS 10° M 18 + 015"
HCS 10° M 209 = 004"
HCS 10* M 168 £ 010"
Mori Cortex 50 ng/ml 442 + 015
Mori Cortex 100 ug/mi 479 + 012
Mori Cortex 250 ug/ml 664 + 024%
Mori Cortex 500 pg/ml 574 + 016"
Mori Cortex 1000 ng/ml 518 + 015"

a) Mean + SEM. (n = 9)

Macrophage RAW 2647 cells were pre-treated with Mori Cortex (50, 100, 250, 500 and 1,000 pg/ml) for
1 br, and stimulated for 12 hr with LPS (100 ng/ml). Also, hydorcortisone (HCS) were pre-treated
macrophage RAW 264.7 cells as 107%, 107, 10® 10® and 10 M, respectively. Cytokines concentrations in
supernatants were measured by Enzyme linked immuno-sorbent assay. * P < 005 and ", ¥ P < 001,
compared with the control group (LPS stimulated control group).
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stimulationdt (+)&Fol A& hydrocortisone
9 FEIF FH wa FE oEHoE
LPSel 93 fad ¥ IL-189 ¢dL o
Adte Aoz Yelton RE FRM %
Ados FAY (25 P < 001 IL-1pY #
B4 &a#E Jeploh a2y Aduge
AAelg ¥ LPSE stimulationd A& ZolA
T BEE FRAAAN IL-1B F=E JdA#E &
H7b gidlen 100 pe/mt olAe EEoAE
FAALE F9% (100 pwg/mE P < 005
250, 500 % 1,000 pg/mé= P < 001) IL-1B
TEe F7HE JERUT (Table I, Fig. 1).

2) IL-69] ¥l v 9%

LPSZ stimulation¥ control #9¢ IL-6 %
& 9716 £ 209 pg/mlE AFAAELT 814
+ 145 pg/mie] ¥l& FA3 FI/HHASS
%tk Hydrocortisone22 A& ¥ LIPSz
stimulationg (+)d|ZF A= hydrocortisone
o Fx7t 43 FE o 2ANAM wxI}
Z7ted wek IL-69 4dE dAse Ao
2 Yehged, 10 10° 2 107 M9 FEd)
N FARCE 9% (P < 001) IL-69 £y
oz &ZFE Jehigit 22y AusE A
Agg & LPSE stimulationd A@wolAME
IL-6o dldiA AFEdAe EujdgA &ads
Boln IFEIME HH|FIt EFHE YER

#
7
- #
E °r #e
-
& #
e §
2
g
£ 4
8 ++
§ 5 7
o
? " ++ ++
2 5,1 ++
1 - é %
o . . , .
Normal Control 10° w0’ 10f 0% 40! 50 100 250 500 1000
Hydorcortisone (M) Mori Cortex (ug/ml)
LPS 100 (ng/mli)
Fig. 1. Effect of Mori Cortex on [IL-18 concentration. Macrophage RAW 264.7 cells

were pre-treated with Mori Cortex (50, 100, 250, 500 and 1,000 ug/ml) for 1

hr, and stimulated for 12 hr with

LPS (100 ng/mi. Also, hydorcortisone

(HCS) were pre-treated macrophage RAW 264.7 cells as 10°° 107, 107,
10™ and 10™ M, respectively. Cytokines concentrations in supernatants were

measured by Enzyme linked immuno-sorbent assay. Values are mean %

SEM. n=9). %P <005 and ",

+

" p < 0.01, compared with the controt

group (LPS stimulated control group).
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Table Il. Effects of Mori Cortex on LPS-induced IL-6 Concentration in Macrophage 264.7 Cells

Treatment of cells IL-6 (pg/ml)
Normal 814 + 145
Control 9716 + 209

HCS 10° M 11373 + 248
HCS 107 M 077 + 3%
HCS 10° M 7488 = 047"
HCS 10° M 813 + 223"
HCS 10* M 034 + 153"
Mori Cortex 50 ng/ml 6934 + 163%
Mori Cortex 100 ng/ml 7% = 143*
Mori Cortex 250 ng/ml 12138+ 4317
Mori Cortex 500 ug/ml 938 + 498
Mori Cortex 1000 pg/ml 11948 + 210"

a) Mean £ SEM. (n = 9)

Macrophage RAW 264.7 cells were pre-treated with Mori Cortex (50, 100, 250, 500 and 1,000 pg/ml)
for 1 hr, and stimulated for 12 hr with LPS {100 ng/ml). Also, hydorcortisone (HCS) were pre-treated

macrophage RAW 2647 cells as 10% 107, 107

10 and 10 M, respectively. Cytokines concentrations
in supernatants were measured by Enzyme linked immuno-sorbent assay.

* # P < 001, compared

with the control group (LPS stimulated control group).

Red], 50 2100 wg/meel FEAME SAH
o2 {9 (P < 001) IL-69 Rulda) axt
€ YEMIARL, 250 E 1,000 pg/meel FEo
Ae BAAHLE f9siA (P < 001 IL-62
+H& $7M AT (Table O, Fig. 2).

3) IL-109] ¥yl w]A:= g

LPSE stimulationd control ¢ IL-10 %
EE N227 £ 6436 pg/mlE BFATTY
33987 + 1343 pg/mlel vl A3 FIMHA
& XY Hydrocortisonee 2 AA# F
LPSZ stimulationd (+)l2FA¥E hydro-

cortisone®} X7} F7
Ho= LPSd o& #
2 dAse Aoz yehgon, B8 107,
10° 10° 2 10* M9 FEoM EAHoE
Fo8 (B P < 001) IL-109] #8ldA &
B2 Jehigith ddgz d-Ed & LIPS
2 stimulation® A¥TFAME IL-109] L&
& dAse Rer dvEwen, 50, 100, 500
2 1,000 pg/me] FEAAE FAZHOE {9
B (50 2 1,000 ug/mE P < 001, 100 2
500 pg/me P < 005) IL-109] £H]94] &
#E Jehit (Table I, Fig. 3).

ol met g 9
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.6 concentration (pg/mi)}

Normal Control w* 10 10° 10 10 50 100 250 500 1000

Hydorcortisone (M) MoriCortex (pg/ml)

LPS 100 (ng/mi)

Fig. 2. Effect of Mori Cortex on IL-6 concentration. Macrophage RAW 2647 cells were
pre-treated with Mo Cortex (50, 100, 250, 500 and 1,000 ug/m) for 1 hr, and
stimulated for 12 hr with LPS (100 ng/mi). Also, hydorcortisone (HCS) were pre-treated
macrophage RAW 2647 cells as 10° 107, 10® 10° and 10 M, respectively.
Cyokines concentrations in  supernatants were measured by Enzyme linked
immuno-scrbent assay. Values are mean * SEM. (h = 9. 7, " P < 001, compared
with the control group (LPS stimufated control group).

Table Ul. Effects of Mori Cortex on LPS-induced IL-10 Concentration in Macrophage 264.7 Cells

s Treatment of cells IL-10 (pg/ml)
Normal 33987 + 1343°
Control 90227 + 6436

HCS 10 M 79743 + 4694
HCS 10" M 591.37 + 1831"
HCS 10° M 445 £ 816"
HCS 10° M 54662 + 1266
HCS 10* M 37083 + 38"
Mori Cortex 50 pg/ml 649990 + 2161
Mori Cortex 100 ug/ml 6925 + 5133
Mori Cortex 250 pg/ml 89725 + 22719
Mori Cortex 500 pg/ml 71863 + 1594'
Mori Cortex 1000 pg/ml 63487 + 2821"

a) Mean £+ SEM. (n = 9)

Macrophage RAW 264.7 cells were pre-treated with Mori Cortex (50, 100, 250, 500 and 1,000 ug/ml)
for 1 hr, and stimulated for 12 hr with LPS (100 ng/ml). Also, hydorcortisone (HCS) were pre-treated
macrophage RAW 264.7 cells as 10 107, 108, 10 and 10™ M, respectively. Cytokines concentrations
in supernatants were measured by Enzyme linked immuno-sorbent assay. "P<00and ", ¥ P<
0.01, compared with the control group (LPS stimulated control group).
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400 -

iL.-10 concentration {pg/ml)

200

Normal

Hydorcortisone (M)

Mori Cortex (pg/mi)

LPS 100 (ng/ml)

Fig. 3. Effect of Mor Cortex on IL-10 concentration. Macrophage RAW 264.7 cells were
pre-treated with Mori Cortex (50, 100, 250, 500 and 1,000 ug/ml) for 1 hr, and
stimulated for 12 hr with LPS (100 ng/mi). Also, hydorcortisone (HCS) were pre-treated
macrophage RAW 2547 cells as 10° 107, 10° 10° and 107 M, respectively.

Cytokines  concentrations  in

supernatants were measured by Enzyme

linked

immuno-sorbent assay. Values are mean * SEM. (n=9. *P<005and ™, ¥ P <
0.01, compared with the control group (LPS stimulated control group).

4) TNF-a9] ¥u]d| wX= G

LPSE stimulation® control T2 TNF-a
FE¥E 227833 + 5247 pg/miE AAA T T
21205 + 572 pg/mldl] W& HA3] F7}HSI
+% Rt Hydrocortisoneo 2 A7 %
LPS2 stimulation® (H)dlZZAAE hydro-
cortisone®] FE7} F7HE e FE oFE
HoZ LIPS 98 e & TNF-a9
de dAss Aoz Yehton, £3 107,
10°, 10° 2 10 M9 FEeld SAFo=
el (2% P < 001) TNF-a9] Eu]9A|
EHE JEMT a8y ez Axd
¥ LPSZ stimulation® 4@ TAAE RE ¥

ToM TNF-a =€ A3 237t gl
on, 4R Fx (250 ¥ 1,000 pe/me)olAME
EAHoZ §9% (P < 001) TNF-a ¥3e]
F7He JEtidT (Table IV, Fig. 4).
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Table IV. Effects of Mori Cortex on LPS-induced TNF-a Concentration in Macrophage 264.7 Cells

Treatment of cells TNF-a (pg/ml)
Normal 205 + 572
Control 207833 + 5247

HCS 10 M 200800 + 11424
HCS 107 M 176300 + 10667
HCS 10° M 155933 + 849"
HCS 10° M 161633 + 5503"
HCS 10 M 126950 + 101.43"
Mori Cortex 50 pg/ml 221033 + 4376
Mori Cortex 100 ug/ml 235983 + 4234
Mori Cortex 250 ug/mi M6 = 1324
Mori Cortex 500 pg/mi 23860 + 13101
Mori Cortex 1000 ng/ml 316433 + 674"

a) Mean + SEM. (n = 9)

Macrophage RAW 2647 cells were pre-treated with Mori Cortex (50, 100, 250, 500 and 1,000 ug/ml)
for 1 hr, and stimulated for 12 hr with LPS (100 ng/ml). Also, hydorcortisone (HCS) were pre-treated
macrophage RAW 2647 cells as 10, 107, 10 10 and 10 M, respectively. Cytokines concentrations
in supernatants were measured by Enzyme linked immuno-sorbent assay. # P < 001, compared

with the control group (LPS stimulated control group).

3500

3000 |
=
E 2500 f
(-]
-] £
§ 2000 | = .
£ = o
8 1s00 | X P
g =
£ =
© :.
g 1000 } =
g =
£ =

500 | =

o L. = B

Normal Control

Hydorcortisone (M)

Mori Cortex (ugiml)

Fig. 4. Effect of Mori Cortex on |6 concentration. Macrephage RAW 2647 celis were
pre-treated with Mori Cortex (50, 100, 250, 500 and 1,000 ug/mi) for 1 hr, and
stimulated for 12 hr with LPS (100 ng/ml). Also, hydorcortisone (HCS) were
pre-treated macrophage RAW 2647 cells as 10° 107, 10° 10° and 10™ M,
respectively. Cytokines concentrations in supernatants were measured by Enzyme
linked immuno-sorbent assay. Values are mean + SEM. (n = 9. ©, ¥ P < 001,

LPS 100 (ng/mi}

compared with the control group (LPS stimulated control group).
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2. In vivo AdA FAE. 2dn ANES o
Ausg B7FAE F compound 43/808 ¥
1) Histamine®) #w]o] wl3e 9% A7 Y29 histamine £#]%E 30110

BANEFE EAFAE H compound 48/  *23.29 nME control T H|EA zk Zha
80& B73FAtE control 9 histamine #w] e AFE YoYU FAHLE AR Aol
FE 369 £ 2953 M2 AFAGew By & dBAE ZEUD (Table V, Fig. 5.
FA AT 2619 + 473 nMdl HE &

Table V. Effects of Mori Cortex on the Histamine Release Induced by Compound 48/80 in Rats

Group Histamine (nM)

Normal 26.19 + 473

Control 3692 + 2053
Mori Cortex 30110 + 2329

Normal; No treated group
Control; Compound 48/80 treated (05 mg/100 g, ip.) group

Mori Cortex; Mori Cortex pre—treated (0.75 mg/100 g, ip. at 24, 12 and 1 hr before compound 48/30
ip. injection) group.

450 p
400
350
300
250
200 F
150 p
100 ¢
50 }
0 | | -
Normat Contro! Mori Cortex
{0.75 mg/100 g)

Histamine concentration (nM)

Compound 48/80 (0.5 mg/100 g)

Fig. 5. Effects of Mori Cortex on the histamine release from SD rat mast
cell induced by compound 48/80. Error bars indicate standard error
of the mean. Normal; No treated group, Controli Compound 48/80
treated (05 mg/100 g, ip) group, Mori Cortex: Mori Cortex
pre-treated (0.75 mg/100 g, i.p. at 24, 12 and 1 hr before compound
48/80 i.p. injection) group.
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2) IL-69] ¥yl v[A= 4 APT9 IL-6 e 4208 + 470 pg/m=
AAAEFE EFFAR 9 compound 48/ control T HIEAA FIleeE BEE AN
80 E72FAE control 79 IL-6 BH|FL oy FAHOE {AF Aol HEUAE &£
3029 + 410 pg/miZ AAAeLT BFFAL 3} (Table VI, Fig. 6).
& AT 2886 + 203 pg/miol vlE %7t
7t a8z AAES A A9 s
EZFAE H compound 48/808 B73FALg

Table VI. Effects of Mori Cortex on the IL-6 Release Induced by Compound 48/80 in Rats

Group IL-6 (pg/ml)
Normal 23.86 + 2.03
Control 3029 + 410
Mori Cortex 42.08 + 470

Normal; No treated group
Control; Compound 48/80 treated (0.5 mg/100 g, i.p.) group

Mori Cortex; Mori Cortex pre-treated (0.75 mg/100 g, ip. at 24, 12 and 1 hr before compound 48/80 ip.
injection) group.

= 50 r
E
2 40
| =4
S n}
£ T
S 20} -
(3
&
o 10}
©
=
0 N N
Normal Control Mori Cortex
(0.75mg/100 g)
Compound 48/80 (0.5 mg/100 g)

Fig. 6. Effects of Mo Cortex on Compound 48/80 induced IL-6 in SD Rat.
Error bars indicate standard error of the mean. Normal, No treated
group, Control; Compound 48/80 treated (0.5 mg/100 g, ip.) group,
Mori Cortex; Mori Cortex pre—treated (0.75 mg/100 g, ip. at 24, 12
and 1 hr before compound 48/80 i.p. injection) group.
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3) TNF-a9] Eulo] v 4% A g7 TNF-a BujZe 4623 + 075
A Hd+g B4FAE A compound 48/ pg/mlE control T HlZEA FAHCZ &
80& E3FAIE control ¢ TNF-a #ulzE o34 (P < 001) TNF-a9] ¥H|& Z7HAHA
< 1901 + 355 pg/mlE2 A g2 E”T t} (Table VI, Fig. 7).
A AT 1274 + 190 pg/mie] sy
ZH Z7HEQT 28y AgAESs Al A
3 & BAFAR F compound 48/80& &7

- )

Table Vii. Effects of Mori Cortex on the TNF-a Release Induced by Compound 48/80 in Rats

Group TNF-a (pg/ml)

Normal 1274 + 1.90

Control 1901 + 355
Mori Cortex 4623 + 075"

Normal; No treated group
Control; Compound 48/80 treated (0.5 mg/100 g, ip.) group

Mori Cortex; Mori Cortex pre-treated(0.75 mg/100 g, ip. at 24, 12 and 1 hr before compound 48/80
L.p. injection) group.
#p< 0.0}, compared with the control group.

E
o
~ 40
c
2
s 3}
€
S 20}
€
8 2
o 10 }
z
£ 0 4 ;
Normal Control Mori Cortex
{0.75mg/100 g)
Compound 48/80 (0.5 mg/100 g)

Fig. 7. Effects of Mori Cortex on Compound 48/80 induced TNF-a in SD
Rat. Error bars indicate standard error of the mean. Normali No
treated group, Control; Compound 48/80 treated (0.5 mg/100 g,
i.p.) group, Mori Cortex; Mo Cortex pre-treated (0.75 mg/100 g,
ip. at 24 12 and 1 hr before compound 48/80 |p injection)
group. ¥ P < 0,01, compared with the control group
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