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Abstract: Objective To investigate the efficacy of Hedyotis diffusa on mice with chronic enteritis induced
by 2, 4, 6-trinitrobenzene sulfonic acid (TNBS). Methods ICR mice aged 6~7 weeks were randomly divided
into three groups: control group, TNBS group and Hedyotis diffusa group. In the TNBS group, mice were giv-
en enemas of a mixture of 5% TNBS and absolute ethanol (1 ¢ 1), once a week, 4 times in total. In the Hedyo-
tis diffusa group, Mice were given enemas as those in TNBS group. and also they were given Hedyotis diffusa
decoction (10 g/kg) daily until the end of the experiment. In the control group, mice received normal saline en-
emas. The disease activity index (DAI) was calculated after 4 weeks. Colons of mice were taken from each
group, embedded in paraffin, sectioned and pathologically stained. The expression of IL-10, IL.-12 and IL.-17
was detected by quantitative PCR and the proportion of cells expressing IL.-17 in lymph nodes was detected by
flow cytometry. Results Compared with the control group, the DAI in the TNBS group significantly in-
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creased ( P <{0.05), and the colons of mice were shortened ( P <C0.01). There was no significant decrease in
DATI in the Hedyotis diffusa group. but the colonic length was restored ( P <{0.01). In the TNBS group, the
structure of intestinal wall tissue was partially disordered, the infiltration of inflammatory cells increased, and
the secretion of mucin decreased. While the relevant indexes in the Hedyotis diffusa group were improved to
some extent. Compared with the control group, the mRNA levels of 11.-10 and IL.-12 in colonic tissues of the
Hedyotis diffusa group were higher ( P <{0. 05), although there was no significant difference between the
Hedyotis diffusa group and the TNBS group. The proportion of IL.-17" cells in monocyte population of mesen-
teric lymph nodes in the Hedyotis diffusa group was significantly lower than that in the TNBS group ( P <<

0. 05).

regulating the expression of IL.-17 in monocytes.
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Hedyotis diffusa can inhibit inflammation, and alleviate TNBS-induced enteritis by down
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