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Preventive effects of TLLR4 monoclonal antibodies on the gut mucosal
cytokines(IL-17,1L-10 and TGF-p)expression in mice
with DSS-induced acute ulcerative colitis

WANG Lei, LIU Yi*, ZHANG Zhi-jun, SUN Xu,
HUANG Jian-ping, CHENG Jian, ZHONG Liang
(Department of Gastroenterology, Huashan Hospital , Fudan University, Shanghai 200040, China)

[Abstract] Objective To evaluate the preventive effects of toll like receptor 4 monoclonal antibodies
(TLR4mADb) on inflammation, the gut mucosal cytokines (11.-17, IL-10 and TGF-8) expression in
dextran sulfate sodium (DSS) induced acute ulcerative colitis (UC) in mice. Methods Thirty male
BALB/c mice were randomly assigned into five groups from group A to group E: normal control group
(A), UC model group (B), low dose, moderate dose and large dose intervention group (C, D, E).
Group B to group E were only given 5. 0% (wt/wt) DSS solution as drinking water during 7 days’
observation as to induce acute intestinal inflammation, while the normal control was drinking distilled
water freely. Group C, D, E recieved TLR4mAb injection every 48 hours intraperitoneally at the same
time after the start of the DSS exposure. Daily disease activity index (DAI) and histopathological score
(HPS) were evaluated. The mRNA expression of I1L-17, 1L-10 and TGF- were measured by Real
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time-PCR.  Results

(1) Compared with the control group, the DAI and HPS in the UC group were

markedly higher (P<C0. 01). Compared with the UC group, the DAI and HPS in group C to E all
decreased. (2) Compared with the UC group, the expression of three cytokine factors, such as 11.-17,

IL-10 and TGF-Bin group C to E all decreased.

Conclusions

TLR4mAb can inhibit the excessive

immune activatity of the intestinal tract by downregulating the expression of cytokines.
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IR TR RAL(P<<0. 0133 1),

F 1 &4E DAL FIRAEITE D HILLE
Tab 1 DAI and histopathological score in different groups

Group n DAI(day 8) Histopathological score
A(Control) 6 0.40£0.15 6.00£0.89
B(Model) 6 7.00£2,53M 13.50£0.55®
C(Low dose) 6 6.50%1.05 13.33£0.52
D(Moderate dose) 6 4,33+£2.80 8. 00 £0, 892
E(Large dose) 6 1.83£2, 04 6.83+0.41®

Compared with group A: P<C0. 01; Compared with group
B: @ P<<0. 01; Compared with group A:® P<C0. 05

IL-17, IL-10, TGF-p B9 M  11L-17 4 %1 44
mRNA FE 0 5 FXF BAL (P<<0. 01) 5 H L 5
2 mRNA FE BALTHEARIZ (P<<0. 01), 5 X}
M2 o i 22 7 (P=>0. 05),

IL-10 5 7 2 mRNA 3£ 3k B B & F X I 4
(P<<0. 0D ik . = L 41 mRNA FE ] B LT
REFIZH (P<<0. 01) , 5 #4841 mRNA 3235 5 X} 1R 40
TCHL . 22 53 (P=>0. 05) ik o L m i i 2 P mRNA
FiR B R

TGF-B BRI 2] mRNA 358 8 & T X 4
(P<0. 01) IR . e 391 H 4 A 1 2 ik B S IR A
BIZH (P<<0. 0D, &7 5 4] mRNA Fik 5% M4 T
HIIE 22 55 (P=>0. 05) s Ik Hpr L i Al 2H H mRNA %

I RO R (K 2),

2 &4AHIL-17.1L-10, TGF-f mRNA FKix
Tab 2 Expression of 1L-17,1L-10, TGF-p mRNA in each group

Group 1117 11-10 TGF-
A(Control) 0.01£0. 004 0.08£0.016 0.48£0. 039
B(Model) 0.33£0.175® 2.39+£0. 2470 6. 02£(. 989
C(Low dose) 0.14£0.018® 1.33£0. 160V 3,93 %0, 594H@
D(Moderate dose) 0.07 £0. 032 0.50 %0, 115M@G 1.75%0. 448>
E(Large dose) 0. 03 £0. 006 0.20£0. 10423 ® 0.70£0. 1242 ®

Compared with group A: P<C0. 01; Compared with group B:® P<C0. 01; Compared with group C:?® P<C0. 01;

Compared with group D:® P<C0. 05; Compared with group B: % P<C0. 05; Compared with group A:© P<C0. 05
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