EH&UE}LHEPQEIII H313H 3220104 9¢F)
Korean J. Orient.Int. Med. 2010:31(3)477-487

Indomethacin® 2 2% M2l $JA g &} o) gl

Effect of Sihogeii-fang Extract on Indomethacin-Induced Gastric Mucosal Lesions in Rats

Bo-ram Kim, Kyung Huh, Seong-woo Lim
Dept. of Internal Medicine, College of Oriental Medicine, Dong-Guk University

ABSTRACT

Objectives : This study was carried out to investigate the effects of sihogesi-tang on indomethacin-induced gastric mucosal
lesions in rats.

Methods : Experimental rats were classified into three groups. The normal group had no inflammation elicited. The control
group was rats administered water after elicitation of gastro-inflammation. The sample group were administered sihogesi-tang
after gastro-inflammation elicitation.

Results : In the common morphology and histochemical change, the control group were observed to have various injuries
by hemorrhagic erosion, while the sample group had noticeably fewer injuries than the control.

In the immunohistochemical change, the distribution of HSP-70, PCNA treated with sihogeii-tang noticeably increased over
the control group. The distribution of NF-kB, COX-2 treated with sihogesi-tang noticeably decreased compared to the control
group. (p<0.05)

Conclusions : Sihogeji-tang had significant effects on indomethacin-induced gastric mucosal lesions in rats.

Key words : sihogeji-tang( chaihuguizhi-tang), indomethacin, gastric mucosal lesions
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Table 1. Contents of Sihogeji-tang

Hlexs Scientific Name Amount
Name (g)
58 A BUPLEURI EADIX 8
W & SCUTELLARIAE RADIX 4
NE GINSENG READIX 4
2 % PAEONIAE READIX ALBA 4
B CINNAMOMI EAMULUS 4
e B JINGIBERIS EHIZOMA RECENS 6
H ¥ GLYCYRRHIZAE RADIX 2.4
4+ " PINELLIAE REHIZOMA 3.2
xE JUJUBAE FRUCTUS 4
Total 39.6
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AE ZE2 indomethacin FAF & A4S o3l
F(N 223} indomethacin FAF & FE5E-S Foi3}
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Table 2. List of Antibodies

Antibody Source Dilution  Company
NF-kB p65*  mouse 1:500 Santa cruz
COX-2" rabbit 1:200  Santa cruz
Hsp70¥ mouse 1:200 Stressgen
PCNA} rabbit 1:200  Santa cruz

* NF-kB p65 : nuclear factor kappa B p65
t COX-2 : cyclooxygenase 2

% Hsp70 : heat shock protein 70

§ PCNA : proliferating cell nuclear antigen
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Fig. 1. The change of gastric gland(upper figures,
200x) and infiltration of inflammatory cells
in submucosa(lower figures, 400x).

A normal group without indomethacin injection,

B : water treatment after indomethacin injection,
C : SGT treatment after indomethacin. H-E stain.

pixel count {log)
o

Fig. 2. The mucosa change of stomach.

A normal group without indomethacin injection
(NOR). B : water treatment after indomethacin
injection(CON), C SGT treatment after
indomethacin(SAM), D : image analysis of PAS
stain.( means=S.E, CON p<0.05)

magnification of photomicrograph=400x
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Fig. 3. Immunohistochemical stain of NF-kB p6b.

A : normal group without indomethacin injection
(NOR). B : SGT treatment after indomethacin
(SAM). C, D : water treatment after indomethacin
injection (CON), E : image analysis of NF-kB
p65 expression. (meanstS.E, p<0.05)
magnification of photomicrograph=400x
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E
Immunohistochemical stain of COX-2.

A normal group without indomethacin injection
(NOR). B : SGT treatment after indomethacin
(SAM), C, D : water treatment after indomethacin
injection (CON), E : image analysis of COX-2
expression. (means+S.E, p<0.05)

magnification of photomicrograph= 400x
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Fig. 5. Immunohistochemical stain of HSP70.
A normal group without indomethacin injection
(NOR). B : water treatment after indomethacin
injection (CON), C, D : SGT treatment after
indomethacin (SAM), E : image analysis of
HSP70 expression. ( means+S.E, p<0.05)
magnification of photomicrograph= 400x
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Fig. 6. PCNA expression of gastric gland.

A : normal group without indomethacin injection,
B : water treatment after indomethacin injection,
C : SGT treatment after indomethacin.

(upper : 200x: lower : 400x)
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