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The Effects of Sasammaickmoondong-tang against Colonic Mucosal Lesions

Jun-Hyuk Choi, Seong-Woo Lim
Dept. of Internal Medicine, College of Oriental Medicine, Dongguk University

Objectives : This study was carried out to investigate the effects of Susammaickmoondong-tang(SME) on colonic mucosal
lesions induced by indomethacin in mouse.

Methods : The normal group is that no inflammation elicitated mouse. Control group is that gastro-inflammation elicitated
mouse. Sample group is that SME administered mouse after gastro-inflammation elicitation.

Results : In the common morphology and histochemical change, control group was observed various injury - mucous
surface cell, micro-villi, paneth cell, surface epithelial cell, goblet cell - by hemorrhagic erosion, while sample group was as
same as normal group. In the immunohistochemical change, the distributions of COX-1, Bcl-2, and BrdU treated with SME
noticeably increased than control group(P<0.05). The distributions of TUNEL, NF-«B, COX-2, IL-2R-a, NK-1.1, ICAM-1,
and CD11b/18 treated with SME noticeably decreased than control group(P<0.05). And the distribution of SBA was as same
as normal group.

Conclusions : According to the above results, it is supposed that Sasammaickmoondong-tang is applicable to colonic
mucosal lesions. (J Korean Oriental Med 2002;23(4):169-185)
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Table 1. The Amount and Composition of Sasammaickmoondong-tang Extracts(SME)

Species Part used Latin name Weight(g)
Adenophora tetraphylla FISCH. Roots Adenophorae Radix 11.25
Ophiopogon japonicus KER-GAWL. Roots Ophiopogonis Tuber 11.25
Trichosanthes kirilowii MAXM. Roots Trichosanthis Radix 5.63
Morus alba L. Herb Movi Folium 5.63
Dolichos lablab L. Seed Dolichoris Semen 5.63
Polygonatum odoratum MILL. Rhizomes Polygonati odorati Rhizoma 7.50
Glycyrrhiza uralensis FISCH. Roots Glycyrrhizae Radix 3.75
Total amount 50.64
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e %’
%t} Uranyl acetateol] 908 <ot S48 & 544
W o2 epond] EvjAt. 2 AEA
ultramicrotome(LKB, Nova)2. 2 1ym A2 HH
ulE0] toluidine blue® GA3 & Fetgn]go
& ulA Ttz ¥stE B AAEe G &
Z-& ultramicrotome(LKB, Nova) 2. 2 60-80nm F7
2 A9E e of T A7 Hitach H-600)
o= #aert.

4) FAEAH E Wl #AZE AT
B Az

7] o B-1) 4] ¥ (mucous secreting cel)e] ¥ 32 go}
87] 93] Alcian blue-PAS-Orange G 941 A8}
Aok WA AH-E alcian blue solution(pH 2.5 : Sigma)
o 3083 AT 1 TF periodic acid(Sigma)
A 1087t AFsHAIZ] F schiff reagento] 4] 158 &
ot BREAI AT WS- #55 #13) sulfurous rinsed]] 2}
2584 33 4|33} hematoxylinoll A 18 F3F thz
gA skt a28]3 0.5% orange G(Sigma) £ o]
Ak T FEEn o RATTH

Sy Moz g8ty T2 A2}

(1) 9 ] cyclooxygenase-1 &%

Aepdu A Ee] 37| Ad #adstE cyclooxy-
genase-1(COX-1)2] £XR¥sIE #Flr] Aal WYy
2R Aag AT $4 2L pro-
teinase K(20ug/mi, DAKO, Denmark)e]| 58 <t
proteolysis ¥}3-& A2 & blocking serum¢l 10%
normal goat serum(DAKO)o| 4] 1A17F B¢ ¥H-8-A) 7
t}. 12} &A <l rabbit anti-mouse COX-1(1:250,
Chyman, USA)E. 4°C humidified chamberol] 4] 48A4]
B¢ WAl & 23 &A|Q goat anti-rabbit
IgG(1:100, DAKO)E 4°C humidified chambere]] 4] 24
A7 %ot ur-g-A|7 ). avidin biotin complex(ABC :
Vector Lab, USA)dl| 1417t 59t A4 vHeA7]
% 0.05% 3,3 -diaminobenzidine(DAB : Sigma)¥}
0.01% HClo] ¥ 0.05M tris-HCl 93894 (pH
74l A LABAIZ] F, hematoxylin© 2 T Z 44 5]
FEAvE o2 BFeTh

bu o ro o o4

A28 &

(2 A= W Apoptosis$} A £5-4]
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e AT EARY sl Bel-29] £¥ W E #F
17] €]3] rabbit anti-mouse Bcl-2(Pharmingen, USA)
Z2A 5 ol gl m, A W A EF2 9 wis)
#2798 BrdUE ]88 W9z 33ty
g AAEG 4 AR 24E A&
71 5A1ZE A, 3A1ZE A, A7 Aol A2 gl
2] 5-bromo-2 " -deoxyuridine(BrdU, Sigma) 50mg/
keS B4 st doldl A%dAL 404 37
Tl INHCIS 4] 717k 2084 w8417 DNA-
denaturationS ¥ .7t} 0.1M borate ¢34 2|
2 AR F ulEold WHEnkg-g A7) 93l
0.01%<) proteinase K(DAKO, Denmark)7} F3Hd
normal goat serum(1:20, DAKO)ol| 147} F¢t Hhg
A A 2 & 12} &2 mouse anti-mouse BrdU
(1:50, Amersham, UK)Z 4T incubation chambert} o]
A 48N B¢ BEARLH o F BHe Aol ]
$9 welzaz9 Qs $Lan,

@ s vy

B & A (glycoconjugate)Ql soybean agglu-
tinin(SBA)e] =35 oAe] £X ¥MEE XASH]
A3 lecting: o] &3t W2 3}51A HM S A}
Ak 4 2FE A29A 1% bovine serum
albumin(BSA : Sigma)e} 30%7F Aeg o2 1:100
o2 3/X 5 biotinylated anti SBA(Sigma)°} 4T
incubation chamber Woll A 24417k F<t vkg-A| At}
o] F HAL Aol rleg WA s Ay
=AYt Lectin ¥+-2-9] Z2E -, +, ++, 183
+++ 502 E A5 tHTable2).
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Table 2. Sugar Specificities and Inhibitory Carbohydrates of
Lectins

Lectin Optium dilution
SBA 4uglml

Sugar specificity
D-N-acetylgalactosamine
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#237] 913 rabbit anti-mouse NF-«B p50(1:200,
Santa Cruz Biotec) 71231 rabbit anti-mouse COX-
2(1:500, Chyman, USA) A & o] &3 W24 5}
A g AT

G AZAR HY

Aoy AEY Welugel WsE BEe) I
AER B wl7) Ale] E7IRI(cytokine)l JE] 71
(interleukin : IL)-29} x}<3 A8l Al 3 (natural killer cell :
NK-cel)9] B¥H 3 S rat anti-mouse CD25R-a
(1:200, Pharmingen)®} hamster anti-mouse NK-1.1
(1:100, Pharmingen) A & AM8-3te] W22 g8}
2GS AAE

OREAE

Her o AZ) & BAste AZFEREA
(intercellular adhesion molecule : ICAM)-13%} 1 &
¥ ligandQl CD11b/189] B-X WS E #aA3l7] 3
rabbit anti-mouse ICAM-1(CD54 : Serotec)®} rat anti-
mouse Mac-1(Serotec, UK) A S o] &3 WA A
a7 a1 g A4 s,

6) Apoptosis

Apoptotic A 2] XIS 2ALSHY] ¢4 insit
apoptosis detection kit(Apoptag, Intergen, USA)E ©]
43t TUNEL(terminal deoxynucleotid transferase-
mediated dUTP-biotin nick-end labelling) ¥ & A Al

elicitated (CE) mouse. The surface superficial
epithelium (vacanted arrow heads) and intestinal
propria (asterisk) in hemorrhagic erosions invoked
regions were disappeared. EP; Epithelium. H & E. x
200
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724 reaction buffer)& A alsle] 3719 humidified
chamberof A 1A]ZE E3t ¥EZAIZL & strength
stop/wash buffero| Al 108 Z<¢F =2l 3l c}. anti-
digoxigenin-peroxidasec]] 1A]7F Zet wheAl7l &
DABE A28} t} hematoxylin©. 2 thz JM3)l &
Bean g oz sy

7) QRN T TAAE

W22 3}8t7 TUNEL 94 23} 332 ¢
& Optimas 5.2(Optima Co., USA)E o] 4-3+ 94}
(image analysis)& A8t 484 2
Sigma Plot 4.0(Sigma)& %3} student T test2 52

< A

© &

2 1
(RCEEETE
1) QurAQ Fe) W)

erosion)o] AHFEH], o] Folle Be o Yk
TAREAE AHNYT § AFBGA T A&

&
" . H
C®
'2 ‘ !vv ‘
PO AT . S

Fig. 2. The magnification of damaged absorption cell in
colonic mucosa from CE mouse. Toluidine blue. The
cytoplasm (asterisk) of absorption cell were
disappeared. X 1000
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Fig.3.The morpho!ogy of colonic mucosa from
Sasammaickmoondong-tang administered (SMA)
mouse. The configuration of epithelim and intestinal
propria (IP) were the same as normal. H & E. x 200

Fig.5. The morphology of colonic mucosa from CE mouse.
The junctional complex (arrow) and villi of absorption
cell (vacanted arrow head) were disappeared. EM. x
6000

(infiltration)o}] WA AT (Fig. 1, 2). Aot T Ay
9} 143 (lamina propria)s) A} Lot ¥4 wmlet
& A2 Foislo) ¥AEF (muscularis mucosae) S
vt 3223 (submucosa)ol] A = ERT
dEToM = *}%L?EE—E% Fol F ARt whe
£ SEE R
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ATl ERASAEE B EE AgEst
A7t & ZAE] Qi3 EujEE A XA7)Ho) 2
waso] dTh AHZdE Eujigo] Ay
o] ATk hzFe) BN ZE GHEEANY o),
U BANEA7) R 24, AE3} Fo 2AE
o] BAE Ut (Fig. 5, 6). oo )3 AP = 3
T AR A2 g7 R EHAC (Fig
7, 8).

o] Indomethacin® 2 FEE moused) tha A £44) vl A (823)

Fig. 4. The magnification of absorption cell (AC) in colonic
mucosa from CE mouse. arrow; microvilli. Toluidine
blue. x 1000

Fig. 6. The morphology of colonic mucosa from CE mouse.
The damage of absorption cell were seen and had
enlarged vacuole (asterisk). EM. x6000

3) 22 3}8t4 wigl

AT 244 AA (neutral mucin)
= 2MAEE AFEd0R AR, HHY
A (acid mucin) S Hldte £AALE ARGy
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33 7FF5- (apical surface) T AFE A= Ak
(Fig. 11).
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Fig. 7. The magnmcatlon of colomc mucosa from SMA
mouse. The junctional complex (arrow) and villi
(vacanted arrow head) of absorption cell were seen.
EM. x6000

. 20
B e
Fig. 11. The morphology of colonic mucosa from CE
mouse. The goblet cell were cisappeared. Alcian
blue-PAS-Orange G. x200.

2. ot o} 7l50f ojx|= &2
A9 ) COX-1 B ¥ ¥3}
Aagdsd doafEdr 2¥3hs COX-1
JHEAEE ETAN e g AL &4 2
& AZte] AAEFE EXIF 74sg ol g
EXL A 197N E BT 8 86.2%
& 68.217.6 / 200,000 pick cell2 HA 2 B3
=9It} (Table 3, Fig. 15) . iz 9] o|&{at 7had]
0 APTL COX-1 FATSAE 2t H
on, 1 A 74T E tERF 18 6353%7}
Z7}E 432.0+17.1 pick cello] FAE ]t} (Table 3,

Fig. 16) .
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Fig. 8. The morphology of colonic mucosa from SMA
mouse. The absorption cell same as normal
structure. EM. x 6000

Fig. 12. The morphology of colomc mucosa from SMA
mouse. The configration of goblet cell same as
normal. The dark biue colored golibet cell and
purple reddish colored goblet cell were seen. Alcian
blue-PAS-Orange G. x200.

F Aol AAGFE EEI} Fr)elod, 7Y Zoe
AAZo W& 723.5% Z7}8 12358.0+751.1/
200,000 pick cell 2 #Z= T} (Table 4, Fig. 19). T
Z79 o|d3g F7tel HlE d¥FE TUNEL 44
HREAlEY] F7bE dgten, 7d Fole x|
vl3) 83.6%7F 7rAE 2030.0+116.0 pick celle] %
H )t} (Table 4, Fig. 20).

(2) ApoptosisT# Al 3 E-x1e] ¥3)

Aot gwa detafgos] Exse Bel-2 %A
WS Ee dxrdMe vl Ao &4 fis
AlZto] AREFE BI7} 2ahdld, 7Y e 3
232l B3] 90.9% 743 503.0+14.0 / 200,000 pick
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Fig. 15. The immunohistochemical stain for COX-1 in
colonal mucosa from CE mouse. The COX-1
positive cells (arrow) in region of hemorrhagic
erosion were disappeared. X 200.

19 \ o
Fig. 19. The immunohistochemical stain for TUNEL in
colonal mucosa from CE mouse. The TUNEL
positive celis (arrow) in region of hemorrhagic
ergsion were increased. Right below square : The
magnifiaction of TUNEL positive cells. x200.

Table 3. The Image Analysis of Immunohistochemistry for
COX-1 in SME Treated Mouse at Day-7 after
Gastro-Inflammation Elicitation

Group
Organ Normal Control Sample
colon 492.8+21.7 68.01+7.6 4320+17.17

(image analysis for 200,000 particles / range of intensity : 50-150)
Abbreviation >M £ S.D.: Mean + Standard Deviation

Normal : NO inflammation elicitated mouse

Control : gastro-inflammation elicitated mouse

Sample : SME administered mouse after gastro-inflammation elicitation
* : P<0.05 compared with control group

cellZ #3359t} (Table 4, Fig. 21). th 279 o] &gt
ol Blg) AE T Bel-2 FAvSA TS ZA)

2o] Indomethacin®.2 F28 mouse?) thg AL &4 ulxle

9% (825)

%%Ei

Fig. 16. The lmmhnohlstochemlcal stain for COX-1 in
colonal mucosa from SMA mouse. The COX-1
positive cells (arrow) were seen. x 200.

¢ V;‘
Fig. 20. The immunohistochemical stain for TUNEL in

colonal mucosa from SMA mouse. The TUNEL
positive cells (arrow) were decreased. x200.

AP o, 79 Fole 2T Blg) 997.2%7}t Z7}
# 5016.0+108.3 pick celle] #&H AT} (Table 4,
Fig. 22).

B) AEF2] W3}

Aagns AutngEdA E¥3tE BrdU 94

WA EE R E A He &4 g B
AlZro] AREFE B2} A4S, 7d Fodle F

Aol ¥)8l 66.4% 7+A3F 403.0+13.9 /200,000 pick
cell2 #F5 QT (Table 4, Fig. 17). th279] o]2] &
7o) H)El A FL BrdU A A T a7}
AQon, 79 Fole 2T Wah 2787%71 Z7}
® 1123.0+£129.8 pick cello] #ZF T} (Table 4,
Fig. 18).
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Fig. 21. The immunohistochemical stain for Bcl-2 in colonal
mucosa from CE mouse. The Bcl-2 positive cells
(arrow) in region of hemorrhagic erosion were
decreased. x200.

Fig. 22. The immunohistochemical stain for Bl-2 in colonal
mucosa from SMA mouse. The Bcl-2 positive cells
(arrow) were increased. x 200

Fig. 17. The immunohistochemical stain for BrdU in colonal Fig. 18. The immunohistochemical stain for BrdU in colonal
mucosa from CE mouse. The BrdU positive cells mucosa from SMA mouse. The BrdU positive cells
(arrow) in region of hemorrhagic erosion were (arrow) were increased. x 200.
decreased. Right below square : The magnifiaction
of BrdU positive cells. x200.

Table 4. The Image Analysis of TUNEL and Immunohistochemistry for Bci-2 and BrdU in SME Treated Mouse at Day-7 after
Gastro-Inflammation Elicitation

. Grou

Antibody Organ Normal Contrgl Sample
Apoptosis colon 1708.4+111.1 12358.0£751.0 2030.0+116.0*
Bcl-2 colon 5503.2+163.3 503.0£13.9 5016.0+108.3*
BrdU colon 1200.0+72.9 403.0+13.9 1123.0+£129.8*

image analysis for 200,000 particles / range of intensity : 50-150)
Abbreviation > M + S.D, : Mean + Standard Deviation

Normal : NO inflammation elicitated mouse

Control : gastro-inflammation elicitated mouse

Sample : SME administered mouse afier gastro-inflammation elicitation
* : P<0.05 compared with control group

3 e B3 Wl HHAT} (Table 5, Fig. 13). ©] °ﬂ H| &) ATl A
8T olA SBA Fgukg-ol FAEe BrlA X FA R BHH M FEHEY WS B
A 5% = w35 Bt} (Table 5). 22} o e FARE SBA ¥4 ‘ﬂ'%% HiTt (Table

2T FFATNA o ubg, SR Fo)A Tk 5, Fig. 14).
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Fig. 13. The immunohistochemical stain for SBA reaction in
colonal mucosa from CE mouse. The SBA positive
reaction in region of hemorrhagic erosion were
decreased. x200.

APt 22eto] Indomethacin 2 98 moused] A Ak £4ko) njA &= g (827)

Fig. 14. The immunohistochemical stain for SBA reaction in
colonal mucosa from SMA mouse. The SBA
positive reaction were increased. arrow; absorption
cell, vacanted arrow head ; goblet cell. x200.

Table 5. The Distribution of SBA in SME Treated Mouse at Day-7 after Gastro-Inflammation Elicitation

s Group
Organ Position Normal Control Sample
colon absorption cell ++ + +
secreting cell ++ - ++
Abbreviation > - : negative, + : weak, ++ : moderate, +++ : strong
Normal : NO inflammation elicitated mouse
Control : gastro-inflammation elicitated mouse
Sample : SME administered mouse after gastro-inflammation elicitation
* ; P<0.05 compared with control group
<
3 g -7 o
. Fy  EP .
¥, Awlﬁ A ig 2
. ’ K i -4
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¥ /N f% % g
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i 3 N
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@’ e 8 5
ffh"'v' ,W‘?%:} }Zﬁ\-, 3 f
23 ERN

Fig. 23. The immunohistochemical stain for NF-kB p50 in
colonal mucosa from CE mouse. The NF-kB
positive cells (arrow) in region of hemorrhagic
erosion were increased. x200.

3. ¥3utSol| chst i =3}

D ASEd a7 &4 wigl

(1) NF-«B p50 W 3}

AER T AIafSolA BESH= NF-4B p65
WA e oy e digu A &% F
o AZe] AREFE EXIF Flek] 7Y F

%fm

Fig. 24. The immunohistochemical staln for NF-kB p50 in

colonal mucosa from SMA mouse. The NF-kB

positive cells (arrow) in lamina propria were
decreased. x200.

= e H|E) 397.9% 2713k 38555.0+1307.3 /
200,000 pick cell2 #&= Ut} (Table 6, Fig. 23). tf

o, I~N

9] o] g Z7to) vls) AP FL NF-+B p65 &
BhgA 29| F7t dgron, 7Y Folle tlzwol
H)8] 67.4%7} FAH 12582.04818.1 pick cello] #
=] 9} (Table 6, Fig. 24).
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Table 6. The Image Analysis of Immunohistochemistry for NF-«B p50 and COX-2 in SME treated Mouse at Day-7 after Gastro-

Inflammation Elicitation

. Group
Antibody Organ Normal Control Sample
NF-«B p50 colon 9689.8+143.2 38555.0+£1307.3 12582.0£818.1"
COX-2 colon 1171.0+98.6 6757.0+131.6 345001217

(image analysis for 200,000 particles / range of intensity : 50-150)
Abbreviation>M + S.D.: Mean + Standard Deviation

Normal : NO inflammation elicitated mouse

Sample : SME administered mouse after gastro-inflammation elicitation

,J gt e EP
P
' YN :
“ e ! L
1
- > " .

Fig. 25. The |mmunoh|stochem|cal stam for COX-2 in
colonal mucosa from CE mouse. The COX-2
positive cells (arrow) in region of hemorrhagic
erosion were increased. x200.

'
¢
$

ey
, EP

Fig. 27. The immunohistochemical stain for IL-2R in colonal
mucosa from CE mouse. The IL-2R positive cells
(arrow) in regioh of hemorrhagic erosion were
increased. Right below square : The magnifiaction
of IL-2R positive cells. x 200.

AUEAS Y0 R3] RESHE COX2 PPN

$AZE BEZINE 0 49 &3 52 %
Aol ATESE BE7} 3745 79 Fole A

Abd v8) 577.0% 2718+ 6757.0+131.6 / 200,000
pick cell2 #2=] 2]t} (Table 6, Fig. 25). th 2 1-9) o]
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Control : gastro-inflammation elicitated mouse
* 1 P<0.05 compared with control group

f'lp
26 L

Fig. 26. The immunohistochemical stain for COX-2 in
colonal mucosa from SMA mouse. The COX-2
positive cells {(arrow) in lamina propria were
decreased. x200.

Fig. 28. The |mmunoh|stochem|cal staln for IL-2R in colonal
mucosa from SMA mouse. The IL-2R positive cells
(arrow) in lamina propria were decreased. x<200.

213t Z71o) vla] A¥F2 COX-2 gt X9
Z7pF wgken, 79 Fo tlRTol vlE] 47.6%
7b 7429 3540.0+£121.7 pick cello] @Ak
(Table 6, Fig. 26).
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Table 7. The Image Analysis of Immunohistochemistry for IL-2R-« and NK-1.1 in SME treated Mouse at Day-7 after Gastro-

Inflammation Elicitation

. Group
Antibody Organ Normal Control Sample
IL-2R-a colon 42524145 17220+72.4 1198.0+78 4%
NK-1.1 colon 11480714 13931.0£966.1 3380.0+ 145.6*
(image analysis for 200,000 particles / range of intensity : 50-150)
Abbreviation > M + S.D.: Mean £ Standard Deviation
Normal : NO inflammation elicitated mouse
Control : gastro-inflammation elicitated mouse
Sample : SME administered mouse after gastro-inflammation elicitation
* : P<0.05 compared with control group
IR
S ES
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T T P
¥
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33 34°

Fig. 33. The immunohistochemical stain for NK-1,1 in
colonal mucosa from CE mouse. The NK-1,1
positive cells (arrow) in region of hemorrhagic
erosion were increased. x 200.
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Fig. 29. The immunohistochemical stain for ICAM-1 in
colonal mucosa from CE mouse. The ICAM-1
positive cells (arrow) in region of hemorrhagic
erosion were increased. x 200.

AU X d2FdM e 3y e &4 f2
T Azto] AR BT} Frlete] 7Y o
Aol B8] 405.2% Z713F 1722.0+72.4 1 200,000
pick cell2 ##=]] T} (Table 7, Fig. 27). t&79] ©]
28k 7)o vl AP ZL [L-2R-a YA LA E o)

L.

i

Fig. 34. The immunohistochemical stain for NK-1,1 in
colonal mucosa from SMA mouse. The NK-1,1
positive cells (arrow) in lamina propria were
decreased. x200.

30

Fig. 30. The immunohistochemical stain for ICAM-1 in
colonal mucosa from SMA mouse. The ICAM-1
positive cells {arrow) in lamina propria were
decreased. x200

7P wkon, 74 Fole dz2dd H& 304%
7} 24" 1198.0+78.4 pick celle] #&= Ut
(Table 7, Fig. 28).

Q) AQ A 2] BX W8}

A3 £X3e NK-1.1 FAHSA EE
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AT s ol Fe &4 84 F Alzte] 4
HEFE ZI7} Frhst] 79 Tl FdTel v
3 1213.5% Z7}3F 13931.0£966.1 / 200,000 pick cell
2 BFEQit} (Table 7, Fig. 33). )2 79] 0|3 =
7hel B3] A¥ T2 NK-1.1 kA 29 Z717}
ggron, 74 ol diE2Td H&l 75.7%7}) ZAa
H 3380.0+145.6 pick cello] &= Rt} (Table 7,
Fig. 34).

3) M E7)E W3}

(1) ICAM-1 ¥ 3}

AR H Aafsods EEsE ICAM-1
A Te 2T 3N 2 &4 &
T A7) BHEEE X7 ZU8IY 74 F
Aol vlsl 1169.5% Z7}8 22022.0+790.6 /
200,000 pick cell 2 #&= 1T} (Table 8, Fig. 29). o
Z79] oje|3 F7td vla APT2 ICAM-1 HA

[o)

o

fr e

Fig. 31. The immunohistochemical stain for CD11b/18 in
colonal mucosa from CE mouse. The CD11b/18
positive cells (arrow) in region of hemorrhagic
erosion were increased. x200.

BEeA Fo| Frlr} @gteon, 79 FoE Yz
H)3) 85.5%7F 7HAE 3186.0+93.3 pick cello] T
521t} (Table 8, Fig. 30).

(2)CD11b/18 X W3}

HeafEos EXae CD1IY/I8 FAINFS A ¥
= Q2T i de &8 8 T A7
AHREFE F37F SUkE 7Y Fole FAAT
H]8j 1448.0% %718 5633.0+83.7 / 200,000 pick cell
2 #AT Tt (Table 8, Fig. 31). )2 79] o] =
7t Hle] AE 7L CD11b/18 FARkg-A| x| Z7}
7 gskem, 7d Fole g2 vlel 79.9%7F 2
2% 1135.0+74.9 pick cello] #ZAE AT} (Table 8,
Fig. 32).

Fig. 32. The immunohistochemical stain for CD11b/18 in
colonal mucosa from SMA mouse. The CD11b/18
positive cells (arrow) in lamina propria were
decreased. x200.

Table 8. The Image Analysis of Immunohistochemistry for ICAM-1 and CD11b/18 in SME treated Mouse at Day-7 after Gastro--

Inflammation Elicitation

. Group
Antibody Organ Normal Corntrol Sample
[CAM-1 colon 1883.0+88.6 22022.0+790.6 3186.0+£93.3*
CDI11b/18 colon 389.0£6.6 5633.0+83.7 1135.04+-74.9*

(image analysis for 200,000 particles / range of intensity : 50-150)
Abbreviation >M + S.D.: Mean & Standard Deviation

Normal : NO inflammation elicitated mouse

Control : gastro-inflammation elicitated mouse

Sample : SME administered mouse after gastro-inflammation elicitation
*: P<0.05 compared with control group
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apeto] ofs) wAE ZQAH>, o] = COX-1 mRNA &
HoAalo] 9§ A T arachidonic acid9
prostaglandin A&} Ao Aol o]df H]
3 AT Fgel kAl Feo} njATx,
HARUAE Fo] FYTH FAIS Felz B
don, Aot &4 FEE Ak

Hetdul A Ee BE 7]dd #odte COX-1&
AA# 2E A df7 24 2 ¥49 S 2
< AA4AA A A& AT E2A Alx
g FA%E F83 92 gtk 2 4E9 dx
oA vehd 284 vl G FHA) A= COX-1
o thgt FAdukgol Al VehtA] ¢Fsk=H), Byron
3} Andre®, Choitsu®= COX-19] AR o] Hutdrte]
Adxd ez A9E 4 o itk ¢H A
TN COX-1 FEA T 227t Ao 79
ZAAE dzFd vlsl f94 e F7HE Ve
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At

Ak EAGeM e ANFTA R AFAE
&l (apoptosis)$} M| EXEEY (proliferation)e] W3l: #H
ZHAT & AXTEE S B3 AR AgdaAx
o] o] ol FojA U, & AP M o]y Al
FEgo| 43 Aoz {AHYCE o] AXE
go] M3l thymidine analogued! BrduZ FAIA1HA
DNA] 719 ¥-& & d9zZses 53l 2AtH
Aeko. gt AEA|AE s 284 ARA G
AEo A dAste FEF AEA|Es e T3 ol
FUA o3 AEA7 e A EuA 2
oxidative stress®} n)|EFZE=glo} 7]% A 3}, caspase-3
activation, ceramide pathway activation, mitogen
activated protein kinase activation 53 7Z-& 714 &
B3l olFoz Aoz BAE. apoptosist 27}
o AzAg AA 3 dejvi=d], & Bel-2 AE
9l &A= Bcel-2, Bel-xL, Bel-w, EBV BHRF1,
E1B19K 5& A 3*9] A Z(apoptosis antagonist) < &
Zsli=d] wha) A, Bax, Bak, Bim, Bil (Nbk), BAD,
BID 5& A 32¢] XPiHapoptosis agonist)g =3}
. B AdgoA= Bel-29 Exstyt FAH A
Hz2ride £37t A4E AR Yehy Axx
7128 9] F717t dolwgth ofel] wla A@FAAM =
AE271As el Hatzt i z2ad Bls $948 UA
7asigon, A da R A5EAY Bol2
o 2429 AZAN BRYE Brduk 2 7o) ¥
o fo14 A 2790

A% 2R B Has 3423 A9
AN §AE gl VEhtont, dERelE Fub
& i kg W8 5o AYETY )T ek
Ak

AukeA e oxygen free radicale] 2]3F lipid
peroxidation(A} A 7}4+31) 2 A £2+e) polyunsaturated
fatty acids& E|SIA|A = Fxo| §HE e st=)
ol2| g R Zo g AT 4tslAdeE 2 9
BoA A7lE 434, 343t Sl 93] nuclear
factor (NF)-«B} A ¥} #}go] frmdrt o]t
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