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Therapeutic of thalidomide on dextran sodium sulfate-induced inflammatory
bowel disease in mice and its mechanism
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Abstract: Objective To study the therapeutic effect of thalidomide on dextran sodium sulfate-induced inflammatory bowel disease in
mice and explore its possible mechanism. Methods According to body weights, Balb/c mice (60) were randomly divided into
control, model, sulfasalazine (200 mg/kg), and thalidomide (30, 60 and 120 mg/kg) groups, and each group had 10 mice. Mice were
received 2.5% Dextran sulfate sodium solution for 12 d to induce inflammatory bowel disease except those administered pure water in
control group. From fifth day, mice were ig administered thalidomide 30, 60, and 120 mg/kg and sulfasalazine 200 mg/kg with 10
mL/kg and once daily for 7 d, and mice in control and model groups were ig administered corresponding volume of 0.5% MC. During
the experiment, body weights were monitored and recorded daily. At the end of experiment, colonic length, pathologic scores,
histopathology were evaluated, and tumor necrosis factor-o (TNF-a) levels were determined by ELISA. Results Thalidomide at dose
of 120 mg/kg could improve loss of body weight in mice of dextran sodium sulfate-induced inflammatory bowel disease, improve
colon shortening, significantly decrease TNF-a levels in colonic tissue, and reduce colon injury of inflammatory cell. Conclusion
Thalidomide has therapeutic effect on dextran sodium sulfate-induced inflammatory bowel disease in mice, and the mechanism may
be related to regulation of TNF-a levels.
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#1 PMREREHZW (x5, n=10)
Table 1 Body weight changes of mice ( x £, n=10)
a5 Al meke ) —— _ R _ _
H1R $2 R $3 K 4R E RPN $6 K
PO — 183403 18.5+0.5 184+05  189+03 19.240.2 19.3+£0.4
B — 183+02 18.1+£0.3 183403  184+04 18.3+0.3 18.24+0.6
ML e 200 182403 184+04 185+04 182405 18.3+0.4 18.0+0.6
R B 30 183403 185+04  183%03  18.1%0.5 18.41+0.6 18.0+0.5
60 183404 183+03 182403  18.4+05 18.240.3 18.240.6
120 184402 182403 182404  185+06 18.2+0.4 18.54+0.6
21 5 FHE/(mgkg ") R FiE/g
TR ERPN EDN 10K 1R $12 K
Xof — 19.0+£0.5 19.1£05 18.9+03  192+0.4 19.4+0.3 19.6+0.4
| — 179408 17.7£08 17.4+0.77 1724097 1651127  162%14"
MR BE 200 17.9+0.6 18.1+0.5 18.0+0.6* 182+0.8" 18.0+0.6*  18.1+0.7*
ORI 30 178409 17.5+0.6 17.3+0.8  17.0+0.9 169+1.3 16.5+1.6
60 182+0.6 18.1+0.5 183+0.7* 18.1+0.8*  17.9+0.6*  17.5+0.8*
120 18.4+0.5 183+0.3* 184+0.6™ 185+0.5* 182+0.7** 183+0.6™

"P<0.05 P <0.01 vs control group; 4P <0.05 “*P<0.01 vs model group

®2 WIREBRKEMEME ( x£s, n=10)
Table 2 Effect on colonic length of mice ( xX=s, n=10)

4153 FE/(mgkg ) SiHKE/em
Xof — 8.4+0.5
| — 62+1.4"
WU 200 7.7+0.6
ORI 30 64+1.5
60 71412
120 8.0+1.1%

LR TP<001; SEURZIEE: “P<005 “*P<0.01
P <0.01 vs control group; 4p<0.05 ““P<0.01 vs model group
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Table 3 Effect on TNF-a level of colonic tissue of mice

( x+s, n=10)
2151 #E/(mgkg ") TNF-a & &/(pgmg ")
X — 89.5+15.8
s — 314.2421.8"
WGt e 200 210.4+33.2
ORI 30 342.1+37.3
60 185.14+24.1
120 148.2+£20.6"

XA TP<0.01; SRMALE: 4P<0.05

P <0.01 vs control group; “P <0.05 vs model group
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OB R ik, BP0 A7 B3 FEL (P<<0.05.
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VORI 30 mgkg ™!

YOI 60 mgkg ™
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Fig. 1 Histological features of representative colonic sections

£4 HPREFEAREITFHHEM ( x£s, n=10)

Table 4 Effect on pathologic scores of mice ( x£s, n=10)

2053 FlE/(mgkg ") Jo BEPE 3/ 53
puji — 0.34+0.4
B — 35+12"7
WL e 200 1.9+1.3*
ORI 30 3.0+2.3
60 1.8+1.5
120 1.1£1.2%

LR TP<001; SEURZIEE: “P<005 “*P<0.01
P <0.01 vs control group; 4p<0.05 ““P<0.01 vs model group
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