Worpr e o] K254 32(2004'F 94)
Korean J Orient Int. Med. 2004:25(3):497-507

The Effects of Ikwitang Extract on Indomethacin-induced Gastric Mucosal Lesions

Hye-Seung Shin, Tae-Hyun Baik

Department of Internal Medicine, College of Oriental Medicine, Sangjj University

This study was carried out to investigate the effects of Ikwitang extract on indomethacin-induced gastric mucosal lesions in mice.

Experimental groups were classified into a non-treated group(NM group), a non-administered group(CON group), the
Misoprostol-administered group(MI group) and the Ikwitang-extract-administered group(IW group).

This study examined the morphological change, distribution of mast cells, mucous surface cells, acid mucose secreted cells, and
apoptic cells, BrdU, COX-1, Hsp70, NF-«B p30, PKC, COX-2 and IL-12B of gastric mucosa.

Results : The results of this study were as follows:

1. In the Misoprostol-administered group and the Tkwitang-extract-administered group, the hemorrhagic erosion of gastric mucous
and infiltrated mast cells decreased.

2. Mucous surface cells and acid mucose secreted cells abserved in the Misoprostol-administered group and the Tkwitang-extract-
administered group.

3. The distribution of apoptic cells, Hsp70, NF-#B p50, PKC, COX-2, and IL-12B increased in the Control group, but decreased in
the Misoprostol-administered group and Ikwitang-extract-administered group.

4. Cell proliferation of gastric mucosa and the COX-1 positive cells decreased in the Control group, but increased in the
Misoprostol-administered group and the Tkwitang-extract-administered group.

The above results suggest the Ikwitang extract had beneficial effects on indomethacin induced gastric mucosal lesions
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Table 1. Composition of Ikwitang

WA £ % 7 # 2O
PSRk Liriopis tuber 15.0
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Fig. 1.

Fig. 4.

k. - .

The morphology of gastric
mucosa from CON mice at
days 5 after gastropathy
elucitation. The aggregation of
leucocytes in hemorrhagic
erosions(arrow) evoked region
are seen. MU, mucosa. H & E.

x 200.

The configuration of neutral
mucose secreted cell in gastric
mucosa from CON mice at
days 5 after gastropathy eluci
tation. The disappearance of
surface mucose cell were obse

rved. PAS. X 200.

Fig. 7.

The morphology of gastric
mucosa from M| mice at days 5
after gastropathy elucitation.
The decrease of RBC(arrow) in
partial hemorrhagic erosion
evoked region were seen.
Luna’ s method for blood cell.
X 200.

Fig. 2.

W

The morphology of gastric

mucosa from CON mice at
days 5 after gastropathy eluci
tation. The noticeable increase
of RBC(arrow) in base of hemo
rrhagic erosion evoked region
were seen, Luna s method for
blood cell. X 200.

Fig. 5.

Fig. 8.

The configuration of acid muco
se secreted cell in gastric pit
from CON mice at days 5 after
gastropathy elucitation. The
disappearance of mucose cell
were observed. Phloxine-tart
razine. x 200.

The distribution of mast cell in
gastric submucosa from MI
mice at days 5 after gastro
pathy elucitation. The decrease
of infiltrated mast cell cell(ar
row) were observed. arrow,
granulated type mast cell.
Luna’ s method. < 400.
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Fig. 3. The distribution of mast cell in

gastric submucosa from CON
mice at days 5 after gastro
pathy elucitation. The increase
of infiltrated mast cell cell(ar
row) were observed. arrow,
degranulated type mast cell.
Luna’ s method. x 400.
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Fig. 6. The morphology of gastric
mucosa from MI mice at days 5
after gastropathy elucitation.
The partial hemorrhagic ero
sions{(arrow) are seen. SM,
submucosa. H & E. x200.

Fig. 9. The configuration of neutral

mucose secreted cell in gastric
mucosa from Ml mice at days 5
after gastropathy elucitation.
The surface mucose cell were
observed except hemorrhage
evoked region(arrow). PAS. x
400.
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Fig. 10. The configuration of acid mu
cose secreted cell in gastric
pit from MI mice at days 5
after gastropathy elucitation.
The mucose cell(arrow) were
observed except hemorrhage
evoked region. Phloxine-tart
razine. x 200.

=

Fig. 11. The morphology of gastric
mucosa from IW mice at days 5
after gastropathy elucitation.
The hemorrhagic erosions were
disappeared. H & E. x200.

Fig. 12. The morphology of gastric
mucosa from IW mice at days
5 after gastropathy elucitation.
The aggregation of RBC(arr
ow) were decreased than MI.
Luna’ s method for blood cell.
% 200.

Fig. 13. The distribution of mast cell in
gastric submucosa from IW
mice at days 5 after gastro
pathy elucitation. The infilt
rated mast cell celi(arrow)
were decreased than MI
Luna s method. arrow, granu
lated mast cell. x 400.
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T3} FrAksH chFig. Ll ioh: )\2
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Fig. 14.

The configuration of neutral
mucose secreted cell in
gastric mucosa from IW mice
at days 5 after gastropathy
elucitation. The configuration
of surface mucose cell(arrow)
seen as same as normal
feature. Right photo, enlar
gement of arrow indicated
region. PAS. % 200.
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Fig. 15. The configuration of acid mu
cose secreted cell in gastric
pit from IW mice at days 5
after gastropathy elucitation.
The configuration of mucose
cell(arrow) seen as same as
normal feature. Phloxine-tart
razine. X 200.
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Table 2. The image analysis of apoptosis, cell proliferation, COX-1, Hsp70, PKC, COX-2 and IL-12B of gastric mucosa in mice

Al - Hef

with gastropathy.
Gastropathy
Antibody NM
CON MI w
Apoptosis 4472485 27081 +£369 10705+ 148* 7356+ 84%*
BrdU 6021141 132724 3492 +48* 5981 +67+*
COX-1 332144632 9186+87 13593+ 124 27994 + 398**
Hsp70 6321+69 28993 +298 18438 +196* 12344 £135%*
NF-«B p50 8036+34 44579 +598 33641+£472*% 212244-299%*
PKC 6495 +62 329894496 20050+321* 10306+ 598**
COX-2 6146+74 236754382 16236+247* 10306 £ 198**
IL-12B 2346128 40076 +579 31798 +414* 7656 +68**

(image analysis for 250000 particles / range of intensity : 50 - 150)
Abbreviation : M + S.D, Mean + Standard

NM : NO inflammation elicitated mice

CON : gastro-inflammation elicitated mice

MI : misoprostol administered mice after gastro-inflammation elicitation
IW : Tkwitang administered mice after gastro-inflammation elicitation

*, P <0.05 compared with CON

**, P < 0.05 compared with MI
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