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Mitigating Effect of Yukmijihwang-tang on Antral Gastritis and Duodenitis

Yun-seo Cheong, A-mi Kang, Seong-woo Lim
Dept. of Internal Medicine, Graduate School of Oriental Medicine, Dong-Guk University

ABSTRACT

Objectives: This study investigated the mitigating effect of Yukmijihwang—tang on antral gastritis and duodenitis by
regulating gastrin release in mice.

Methods: The normal group comprised mice with no inflammation; the control group comprised mice with ethanol-induced
gastroduodenal inflammation. The sample group included inflammation-induced mice treated with Yukmijihwang-tang.

Results: Based on morphology and histochemistry findings, many hemorrhagic erosions were observed in the control group,
while significantly fewer erosions were seen in the sample group. Immunohistochemistry findings showed that the distributions
of gastrin, substance P, HSP70, NF-xB p65, and iNOS were considerably lower in the Yukmijihwang-tang-treated group than
in the control group.

Conclusions: The findings suggest that Yikmijihwang -tang has a potent mitigating effect on antral gastritis and duodenitis
in mice.

Key words: Yukmijihwang-tang, gastrin, gastritis, duodenitis
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Table 1. The Amount and Composition of  Yikmjitmang
-tang
Herb Scientific name Amount (g)
i Rebmanniae radix preparat 16
I 2g Dioscoreae rhizoma 8
HIZE 8 Corni fuctus 8
FIERAY Poria 6
WYl Moutan cortex radicis 6
CER = Alismatis Ehizoma 6
Total amount 50
2. Als g
D) $2999 AolAdd fit
(IR}

SEAAT HolAFE s Ash 0.9% NaCl
o] 33 50% ethyl alcohol(Sigma, USA)= 10 ml/kg
# 59 <t AT%% YTl 77458t

AUN: Eﬁ% YT:rLoﬂ UFE Fo T 3¢ B¢
25 ml/kg/day #2.8 775

3) ZAFEA =

AU A2 39 % sodium pentobarbital
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(2) Substance P A4 W3}

A3 221314 E (enterochromaffin cell, EC cell)

A FHIEO ¢ AELF Boste s2ES
PE A (substance P)¢] Aeh EXE ZA}E7] 9
3l goat anti-mouse substance P(1:100, Santa Cruz
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phloxine £ 30—‘?—7} Uk AT 29 U2 tartrazine
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2EH 2 gist 454 A @ 54 dd
(heat shock protein, HSP)9] 3}14el HSP709] &
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g7 QA AABHATH
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anti mouse NF-kB p65(1:250, Santa Cruz Biotec)
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Fig. 1. The regulation effects of gastrin production by Yukmijitwang-iang.

A : The gastrin positive reaction (arrow) were increased in lamina propria of only alcohol treated mouse. B : The gastrin
positive reaction (arrow) were significantly decreased in lamina propria of mouse treated with Yukmijihwang-tang
than only alcohol treated mouse. (gastrin immunohistochemstry, x200)
AP : apical surface of mucosa, MN : mucosa neck, SM : submucosa

Table 2. The Image Analysis for Regulation of Gastrin
Production by Yukmijihwang—tang

.. Group
Clpestive—rFN AT YT
Gastrin_ 9925:514 61068897 19147856+

(image analysis for 10.000,000 particles / range of intensity
: 80-100)

CON : no treated mouse, AT : alcohol treated mouse,
YT : Yukmijihwang -tang treated mouse after alcohol
treatment

* 1 P<0.05 compared with AT
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Fig. 2. The mltlgatlve effects of antral gastritis by )/ukm///hwang fang

A The hemorrhagic erosion & ulceration (square) were increased in mucosa of only alcohol treated mouse. B @ The
hemorrhagic erosion & ulceration (square) were decreased in mucosa of mouse treated with Yikmijihivang -tang than
only alcohol treated mouse (H & E, x40). C : The PAS positive reaction (arrow) were disappeared in mucosa
of only alcohol treated mouse. D : The PAS positive reaction (arrow) were repaired in mucosa of mouse treated
with Yukmijihwang-tang (PAS, x400). E : The substance P positive reaction (arrow) were increased in lamina
propria of only alcohol treated mouse. F : The substance P positive reaction (arrow) were significantly decreased
in lamina propria (substance P immunohistochemstry, x400).

AP : apical surface of mucosa, ME : muscularis externa, MN : mucosa neck, SM :

Table 3. The Image Analysis for Regulation of
Substance P Production by Yikmijitwang
-1ang

. Group
Objective 7y AT YT

Substance P 2221£190 954924750 192204664
(image analysis for 10.000,000 particles / range of intensity
: 80-100)

CON : no treated mouse, AT : alcohol treated mouse,
YT © Yukmijihwang-tang treated mouse after alcohol
treatment
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submucosa
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3) NF«B 24 o4 4, Fig. 3E, F).

ASHLHANES 2dske HARIA NF-«B 4) 984 INOS #E W3}
peod] YAWEAEY E¥e tixwol Hls] AT dupry AZzAoM e FNES Hole
FolA e F7k8e vhd, YT ATl vls) 7+ iNOS A FE HumgZod BRHW Uz
2385tk ofd NF-iB pfs Fu-eHEe Aot 2ol Hlg) ATZOIME Z7lshe v YIRS
iz BESAT, A AuFw AZAN  ATEOl HlE) BAST INOS FwEel 4
AT FNEE BT NF-B pb5 Fduke-2] B4 A ATTES izl HIs) 3031% 271349
RN A ATEL tizTl 98 1066% 7t 3, YTE2 ATTol i8] 85% 743t th(Table

SFH A, YT ATl Hlsl 58% 7HAatdth Table 4, Fig. 3G, H).

Fig. 3. The mitigative effects of duodenitis by Yukmijihwang-tang.

A : The damage of villi as diappearance of absorptive cell (asterisk), infiltration of inflammatory cell, and vacant
paneth cell (arrow), were increased in duodenum of only alcohol treated mouse. B : The damage of villi were repaired
in duodenum of mouse treated with Yukmijihwang ~tang than only alcohol treated mouse (Phloxine-tartrazine, x400).
C : The heat shock protein (HSP) 70 positive reaction (arrow) were increased in lamina propria of only alcohol
treated mouse. D : The HSP70 positive reaction (arrow) were significantly decreased in lamina propria (HSP70
immunohistochemstry, x400). E : The nuclear factor (NF)-xB p65 positive reaction (arrow) were increased in
lamina propria of only alcohol treated mouse. F : The NF-xB p65 positive reaction (arrow) were significantly
decreased in lamina propria (NF-xB p65 immunohistochemstry, x400). G : The inducible nitric oxide synthase
(iNOS) positive reaction (arrow) were increased in lamina propria of only alcohol treated mouse. H : The iNOS
positive reaction (arrow) were significantly decreased in lamina propria (iNOS immunohistochemstry, x400).
AP : apical surface of mucosa, BM : basement membrane, MN : mucosa neck, SM : submucosa
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Table 4. The Image Analysis for Mitigative Effects
of Duodenal Damages by Yukmjitwang-iang

Group

Objective. —FAN AT YT

HSP70 164164404 89501+767 276731622+
NF-xB p6b 3567+122 41588814 175514619+
INOS 1891488 59215838 8383+111x

(image analysis for 10.000,000 particles / range of intensity
: 80-100)

HSP70 : The heat shock protein 70, NF-xB p65 : nuclear
factor kB p65, iNOS : inducible nitric oxide synthase,
CON : no treated mouse, AT : alcohol treated mouse,
YT © Yukmijihwang-tang treated mouse after alcohol
treatment
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