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Abstract

AIM: To evaluate the protective effect of diam-
monium glycyrrhizinate (DG) against ulcerative
colitis in rats and to investigate potential mecha-
nisms involved.

METHODS: Thirty Sprague-Dawley (SD) rats
were equally randomized into normal control
group, model group and DG group. Ulcerative
colitis was induced in the DG group and model
group by rectal administration of trinitrobenzene
sulphonic acid (TNBS). Disease activity index
(DAI) and histological damage were evaluated,
and the expression of forkhead box P3 (Foxp3)
mRNA in peripheral blood mononuclear cells
(PBMCs) was detected by reverse transcription-
polymerase chain reaction (RT-PCR).
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RESULTS: Both DAI and histological damage
score were significantly higher in the model
group than in the normal control group (DAI: 7.1
+ 0.2 95 0.3 £ 0.6, P < 0.05; histological damage
score: 6.7 £ 0.5 vs 0.9 £ 0.2, P < 0.05). Compared
with the model group, DAI and histological
damage score were significantly improved in
the DG group (DAIL: 3.1 £ 0.6 vs 7.1 £ 0.2, P <
0.05; histological damage score: 3.3 £ 0.4 vs 6.7
1 0.5, P < 0.05). Compared with the normal con-
trol group, the expression of Foxp3 mRNA was
down-regulated in PBMCs in the model group
(0.51 £ 0.34 vs 1.09 + 0.38, P < 0.05). DG treat-
ment significantly up-regulated the expression
of Foxp3 mRNA in PBMCs (0.92 £ 0.53 vs 0.51 =
0.34, P < 0.05).

CONCLUSION: DG can ameliorate colonic
inflammation in rats with ulcerative colitis pos-
sibly by increasing the expression of Foxp3
mRNA in PBMCs.

Key Words: Ulcerative colitis; Diammonium glycyr-
rhizinate; Forkhead box P3; T lymphocyte; Periph-
eral blood mononuclear cell
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