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Therapeutic effect and mechanism of Chaizhixiaji Decoction on bile reflux
gastritis rats

LIU Yao-bei, ZOU Yi-long, LIANG Jing-jing
Shengjing Hospital of China Medical University, Shenyang 110004, China

Abstract: Objective To investigate the therapeutic effect and mechanism of Chaizhixiaji Decoction on experimental bile reflux
gastritis (BRG) rats. Methods Wistar rats were randomly divided into five groups by random according to weight and sex: control
group, model group, Chaizhixiaji Decoction low and high dose groups, and Hydrotalcite Tablets group. Rats were given self-made
reflux liquid orally to induce experimental bile reflux gastritis. The diet, stool and urine, hair color and body weight of rats in control
group and model group were observed. The histopathological changes of gastric antrum mucosa were observed by naked eyeand light
microscope after HE staining. ELISA method was used for detection of serum GAS, PGE2 content in gastric antrum mucosa. Result
Compared with control group, rats in model group show thin boicing stool containing red yellow mucus, slow reaction, and body
weight decreased significantly (P < 0.05). There were patchy erosions of the gastric antrum with yellow green bile and more yellow
mucus of model group in the naked eye. Model control group had a significant rise of inflammatory cells infiltration and intestinal
metaplasia, and scores of inflammation and intestinal metaplasia increased significantly (P < 0.01). GAS and PGE2 contents
obviously decreased compared with that in control group (P < 0.01). Compare with model group, Chaizhixiaji Decoction of high
dosesignificantly improved gastric mucosal tissue damage morphology; reduced the infiltration of inflammatory cells and intestinal
metaplasia, which score decreased significantly (P < 0.05, 0.01); and increasedlevels of GAS and PGE?2 significantly (P < 0.01).
Conclusion Chaizhixiaji Decoction has obvious protective effect on gastric mucosa, and its mechanism may be related with the
regulation of GAS, PGE2 contents.
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P, ANTOGE 12 h, S 12 h, Ahitg
K
1.2 HYMEEZERF
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A ER L, £ DMSTFEAR ] Kruskal-Wallis

Test, PN FEACKH] Mann-Whitney Test,
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Table 1 Comparison on body weight of rats between
control and model group (x £s, n = 8)

215 TERERT AT g ER AT g
pagit 204.149.1 313.6+73.3
I 204.0+10.2 238.0+39.1"

LX AL "P<<0.05
“P<<0.05 vs control group
32 BEMRFBALFHNE
321 AMRAIE 0 MK U E BRI, B
R, AR, BERE; TR R R H L
B geiin, B SEANT I RIRBERS, s AR O
P TR (2 IR IR L, B
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Fig. 1 Pathological situation of gastric mucosa in rats of each group (HE staining, 200x)



* 1076 «

#¥sgaatz Drug Evaluation Research 285 40% 55831 201748 A

B, DA E SRR . SR K i
Y TR LB e, B VR IRES, 4R
HEPVRBHESE, RN —E, WAL, %
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Table 2 Comparison of degree of inflammatory cells infiltration and intestinal metaplasia in rats sinuses ventriculi mucous

il RAIEANMEE 73 2/

Jo bRy 4 R

41531 L. DA RIERAG 157 ¥ AR 5Y
(gkg™ -+ ++ +++ - 4+ ++ 4+
of HE, — 8 6 2 0 0  0.2520.46 8 0 0 0 0.00+0.00
] — 8 11 4 2 1880997 2 1 2 3 1.75+1.28™
SeME K 12,77 8 05 2 1 1.50+0.76 4 2 1 1 0.88+1.13
25.54 8 35 0 0  0.62+0.52" 6 1 1 0 0.38+0.74*
FRIRIREE 0.27 8 3 4 1 0  0.75x0.71% 6 1 0 1 0.501.07

SR TP<0.01; SHIMAIHE: *P<0.05 *P<001
“P < 0.05 vs control group; P < 0.05 #P < 0.01 vs model group
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I PGE2 /KF B # /> (P<<0.01); HAAIZ K
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i GAS. B F 3 PGE2 /K1 B (P<<0.01).
3% 3.
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Table 3 Comparisons of serum GAS and PGE2 content in
sinuses ventriculi mucous of rats in each group (x s, n = 8)

. gl GAS/ PGE,/

Rl o 4 .
(gkg™ (pg-mL™) (pg-mL™)

pagic) — 209.8+28.0 315.8+24.4
i — 167.9+27.77  268.7+19.2"
SERE K 12.77 170.8+24.8 272.3427.1
25.54 216.2+29.4"  314.4+32.2%

BRI EE A 0.27 215.0£29.9"  307.2+21.7%

SXIRALLLE: TP<0.01; SEUMAIKE: #¥P<0.01
“P < 0.05 vs control group; “P < 0.01 vs model group
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