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Abstract: Objective To discuss the function and mechanism of pioglitazone on inflammatory bowel disease. Methods SD rats
were randomly assigned into the control group and the model group,the SASP drug treatment group (SASP group) , the low-dose pi-
oglitazone treatment group, the pioglitazone medium-dose treatment group, and the pioglitazone high-dose treatment group (among
them, SASP group and pioglitazone group were intervention group) with 8 in each group.The model group and the intervention
group were perfused with 5% trinitrobenzene sulfonic acid (TNBS)/ethanol 5 mL/kg, and the control group was filled with 0.85%
sodium chloride 5 ml/kg.On the first day after modeling, the intervention group was given SASP and different doses of pioglitazone.
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The model group was given 0.85% sodium chloride 10 mL/kg,and the changes of inflammatory activity index (DAI), gross morpho-
logical injury index (CMDI) ,tissue damage index (TDI) were detected and the expression of Peroxidosome proliferators activate re-
ceptor Y (PPAR-y) and Nuclear factor kB p65(NF-kB p65) in colon was detected by immunohistochemistry.Results (1) The DAI
values of the model group, SASP group and pioglitazone low, medium and high dose treatment groups were (3.13+0.83), (1.50+
0.53),(2.25+0.71),(1.6320.52) and (2.25+0.46) ,respectively,and DAI values in SASP group, pioglitazone low ,medium and high-
dose treatment group were lower than those in the model group (P =0.000,0.010,0.000,and 0.010, respectively) ; the low , medium,
and high doses of pioglitazone were compared with the SASP group, and the P values were 0.020,0.690, and 0.020, respectively;
(2) The CMDI of the model, the low,medium and high doses of the group,SASP group and pioglitazone were (2.63+0.52), (1.13+
0.83),(1.38+0.52),(1.13+0.83) ,and (1.63+0.84) , respectively,and CMDI in SASP group and the low, medium and high doses of
pioglitazone was lower than that in the model group (P =0.000,0.001,0.000, and 0.005, respectively).Compared with the SASP
group, the low, medium and high doses of pioglitazone had a P value of 0.456,1.000, and 0.140, respectively.(3) The TDI of the
model group, SASP group, and low, medium, and high doses of pioglitazone were (9.50+1.93), (4.63+1.19),(5.00+1.31), (4.75+
1.04) ,and (4.00+0.76) , respectively.SASP group, pioglitazone low, medium and high dose treatment group compared with the mod-
el group (all P=0.000) ; pioglitazone low, medium and high dose treatment group compared with SASP drug group, the P values
were 0.568,0.849,and 0.568, respectively.(4) The PPAR-vy values of the control group,model group,SASP group,and pioglitazone
low, medium, and high dose treatment groups were (46.62+3.07),(27.24+2.71),(39.79+1.39), (34.62+2.26), (40.13+2.23) and
(36.22+2.11) , respectively.The expression of the model group was lower than that of the control group (all P=0.000) ;the SASP
group and the low, medium and high doses of pioglitazone was higher than the model group (all P =0.000) ;low, medium and high
doses of pioglitazone compared with SASP group,the P values were 0.000,0.773,and 0.004,respectively; (5) The NF-kB p65 val-
ues of the control group, model group, SASP group, and pioglitazone low, medium, and high dose treatment groups were (17.48+
0.84),(33.74+1.56) , (22.18+2.08) , (19.28+1.32) , (21.46+1.76) and (22.13+1.58), respectively, the expression of the model
group was higher than that of the control group (all P =0.000) ; NF-kB p65 values of the low, medium and high doses of piogli-
tazone, the SASP group were lower than those in the model group (all P=0.000).Compared with the SASP group, the low, medi-
um and high doses of pioglitazone had a P value of 0.001,0.370,and 0.952,respectively; (6) The expressions of PPAR-y and NF-
kB p65 in control group, model group,SASP group,low, middle and high dose of pioglitazone , were negatively correlated with corre-
lation coefficients of —0.851,-0.875,-0.771,-0.776,-0.766 and —0.910, respectively, and P values of 0.007,0.004,0.025,0.024,
0.027and 0.000, respectively.Conclusions Pioglitazone can effectively improve the symptoms of TNBS-induced inflammatory bow-
el disease in rats, decrease DAL, CMDI and TDI, and increase PPAR-y and NF-kB p65 levels.lts therapeutic effect is similar to
that of SASP.The mechanism of action may be that pioglitazone acts as an artificial ligand for PPAR-vy, which inhibits the expres-
sion of NF-kB p65 and increases the inflammation and immune response of the colon by increasing the expression of PPAR-vy.
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