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Abstract

The aim of this study was to evaluate the anti-inlffammatory effects of Glycyrrhiza glabra Linne extract on ulcerative colitis
induced by 3% dextran sulfate sodium in mice. The experimental animals were divided into six groups: control(normal),
DSS-induced colitis(control), 1 mg/kg, 10 mg/kg, and 100 mg/kg of Glycyrrhiza glabra Linne extract, and 150 mg/kg 5-
aminosalicylic acid(5-ASA)(positive control). We evaluated the pathological disease activity index(DAI), change in weight,
colon mucosa damage and myeloperoxidase(MPO) in colon mucosa. Treatment with 10 mg/kg and 100 mg/kg of Glycyrrhiza
glabra Linne extract led to significant loss of body weight, the decrease of MPO activity and clinical symptoms such as
DAI and histological change. In particular, 100 mg/kg Glycyrrhiza glabra Linne extract led to markedly greater improvement
than 150 mg/kg 5-ASA treatment. These results suggest that Glycyrrhiza glabra mediated anti-inflammatory action on
colorectal sites may be a useful therapeutic approach to ulcerative colitis.
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HFE g ‘?—i’ Z1¢] dextran sulfate sodium(DSS, MW
35,000~45,000), Ag th=2FE2Q] 5-amino salicylic acid(5-ASA)

2 MPO kit Sigma(St. Louis, MO, USA)ollA] Z-3}Ath.
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oAl Bz Gufl 24 70% methanols AME-3t YA o]4kst

gtAof o sf IS%(V/V)—- A7Vsha, 3 m/mine] §-&£0 2 505
o
o

TUFE Qo 358 $YsA

3. Hlgd CiEgel R

AY T2 ICR 34 F2020~-25 92 677 94
YFBERRE TUste] 13 5 DPARY BL AF
Al AHAIZIHA 55£5%9] FEof 22402T 9] 2= 9 1247k
F712 Heoto] 2= AF Ao 1577 F-SAHL, &
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Table 1. Criteria for scoring disease activity index(DAI)

DAI score Stool consistency Occult or gross rectal bleeding

Table 3. DAL morphologic injury and histological changes
n rats assigned to the different treatment groups

0 Normal stools Negative

1 Loose stools Negative

2 Loose stools Hemoccult-positive
3 Diarrhea Hemoccult-positive
4 Diarrhea Gross bleeding

Normal stools=well-formed pellets, Loose stools=pasty stool that
does not stick to anus, Diarrhea=liquid stools that stick to anus.
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Table 2. Histological scoring system

Histological changes Score
Normal colonic mucosa 0
Cryptal defect less than 1/3 1
Cryptal defect 1/3-2/3 2
Slight inflammatory infiltration in proper lamina 3
Mucosal erosion or ulcer with significant 4

inflammatory infiltration

Groupl) Weight gain DAL Histological
(g/7 day) changes
Normal 3.51+0.51° 0.00::0.00 0.34+0.51°
DSS 0.25+0.03° 2.70+1.00" 3.55+0.13"
5-ASA 1.750.21° 1.50+0.41° 1.31£0.37°
G-100 2.05+0.51° 1.30+0.31° 1.2140.43°
G-10 1.67+0.53° 1.59+0.41° 2.15+0.37°
G-1 0.98+0.15° 2.15+0.51° 3.05£0.45"

Y G-100, G-10 and G-1 are stand for 100 mg/kg, 10 mg/kg and 1
mg/kg of extract of Glycyrrhiza glabra respectively. Dose of 5-ASA
is 150 mg/ke.

* DAI was calculated as the sum of scores assigned as follows:
percentage of body weight reduction(0: no change, 1: 1~5%, 2
6~10%, 3: 11~15%, 4: >15%), Stool consistency(0: normal, 2:
loose, 4: diarrhea) and the presence of fecal blood(0: normal, 2:
positive occult blood test, 4: visible bleeding). Values with diffe-
rent letters above each bar are significantly different(p<0.05) among
different treatments.
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Fig 1. MPO activity in colonic tissue DSS rats model.
G-100, G-10 and G-1 are stand for 100 mg/kg, 10 mg/kg and
1 mg/kg of extract of Glycyrrhiza glabra respectively. Dose
of 5-ASA is 150 mg/kg. Values with different letters above
each bar are significantly different(»p<0.05) among different

treatments.
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