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SFTENELHEER XD REN R EMEAN LR ER  E¥ A RATEEMAERLE, L4/ EHTF TNBSEHE 48 h
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Influence of glucosidorum tripterygii tororum on expression of interleukin-23, interleukin-17 and interleukin-

12 in colonic tissues of mice with colitis
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[ABSTRACT] Objective: To study the influence of glucosidorum tripterygii tororum (GTT) and Mesalazine on the expression
of 11.-23, 11.-17 and 11.-12 in the colonic tissues of mice with rinitrobenzene sulphonic acid (TNBS)-induced acute colitis, and to
study the possible mechanism. Methods: The C57BL/6 mice were divided into 4 groups, namely, a control group, a model
group, a Mesalazine group and a GTT group. Colitis was induced by TNBS in the last 3 groups. The mice in the model group
received no additional treatment; those in the GTT group received GTT daily by oral gavage 4 days before exposure to TNBS till
the end of the experiment, and those in the Mesalazine group received Mesalazine enema solution daily 4 days before exposure
till the end of the experiment. All the mice were sacrificed at 48 h after enema with TNBS. The macroscopic and histological
scores of colon damage and myeloperoxidase (MPQ) activity in colonic tissue were evaluated in every group. 11.-23p19 and IL.-17
contents in colonic tissues were measured by ELISA; the expression of 11.-23p19, IL.-17 and IL-12p35 mRNA in colonic tissues
were examined by real-time fluorescent quantitative reverse transcriptase polymerase chain reaction (RT-FQ-PCR) with SYBR
Green | . Results; Compared with the model group, GTT group and Mesalazine group had significantly lower macroscopic and
histological scores and MPO activity (P<C0.05). Expression of 11.-23p19, 1L.-17 and IL.-12p35 mRNA in the colonic tissues of
the model group was significantly higher than that of the other 3 groups(P<C0. 05); the expression of 11.-23p19, 1L.-17 protein
was significant higher in the model group than that in the other 3 groups (P<C0. 05), with no significant difference found

between the later 3 groups. Conclusion: GTT. like Mesalazine, can effectively inhibit inflammation in mice with TNBS-induced
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acute colitis through non-selectively inhibiting the expression of 1L.-23p19, IL-17 and IL-12p35.
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Rad 2~ #] 7= i, TNBS 1 H 3£ [ Sigma A 7, /M &
1117 5 5 I %0 9% i 71 &5 8 R&D Systems (Min-
neapolis, MN A ), 1L-23 pl19 ik 7 & 4 E-Bi-
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Fig 1 Treatment with GTT and Mesalazine effectively relieved colonic inflammation in TNBS-induced colitis in mice

A': Control group;B:Model group;C: Mesalazine group; D: GTT group. Original magnification: X 200

2.3 A R ML 1L-23 pl9, 11-17,1L-12 p35
AR RE BRI AL 11-23 p19,11-17 . 11-12
p35 ) mRNA ik K- W3 T 1E 5 0 B4l b hr
R T AL R AL(P<<0. 05) )5 3 4L & 45 b L4t
TR ZE R (R D AW 1L-23 pl9 5 11L-17 R KL
AP 5 IEAH K (r=0. 827, P<C0.05) ,

2.4 AW RAEMAL 1L-23 pl9. 1L-17 9 & & 4
= AL AL 1123 pl9.1L-17 M E A&
WS T IEE R AL SRR TR A 21
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Tab 1 Macroscopic and histological scores of colon damage, myeloperoxidase( MPO) activity and

IL-23 p19,IL-17 and IL-12 p35 expression in colonic tissues

(n=8.x=%s)

Pathology score

Real-time PCR(ACD ELISA (ng/mg)

MPO

Group Macroscopic Histological

A, ol z/(Ue« g™ 1L-23 pl9 1L-17 1L-12 p35 1L-23 pl9 1L-17
Control 0.340.04 0.640.12 0.1+0.03 8.62+1.64 11.52+2.86 11.27+2.35 541.2  0.13440.026
Model 6.0740.82* 5.240.74* 2.340.36* 3.46+0.95%  2.9840.87*% 4.8641.64* 2846.8* 0.42440.091*
Mesalazine 1.340.24 0.6+0.11 0.640.05 7.3942.01  10.3442.89 11.4542.69 8+1.6  0.046740.011
GTT 1.5+0.32 0.5%40.14 0.540.09 8.94+2.26 9.83+2.61 12.17+3.58 9+2.4 0.0472+0.016

* P<Z0. 05 ws control group
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