1622

5 KR 559 B2 5

J Clin Pathol Res 2019,39(8) http://Icblamegroups.com

doi: 10.3978/j.issn.2095-6959.2019.08.002
View this article at: http://dx.doi.org/10.3978/j.issn.2095-6959.2019.08.002

[ =]

eSS 35

Z1&5| RS SA T PPAR—y/NFAT/IL-2 {5 518 8%
BT RS BmAR

WEH', MNE, AEB, L, HHK, FHM'

(1. R MR S S EBEIH AN AL, 7N 5106555 2. 7N AT EREE Be il AL N BE, T 5101305

3. M B R BERREERL, TN 510130)

B o : WP R 5B X CD R BB B i 4F 0 K& BARBLH . J5 ik e SR = A kR R
(trinitrobenzenesulfonic acid, TNBS)if 5 & v LI PRSI & KRR, 40 HSD K RFENL 73 Jy 25 1
XFIRAH | BERIZH | WA SIERZH [20 mg/ (kg-d)#E H 1 GW966241[1 mg/(kg-d)i#E H ], X KL CDEIH
1 2146 % (disease activity index, DAI). £ RKAEH1745 5L (colon macroscopic damage index, CMDI)
& I 2L 45147 78 B (tissues damage index, TDI)FEFTEESr; 0o B 27 500 IO & 0 8 A C /e i 5
(hypersensitive C-reactive protein, Hs-CRP) LA K ZL 41 il L% % (sedimentation rate, ESR)ZF{k; RT-
PCRJT A I 25 i 4 A PPAR-y /1S AL T 9 4% [ F (nuclear factor of activated T-cells, NFAT)/[H4™
#-2 (interleukin-2, IL-2) I FiF3EFRENA L, SR PAEFIET T A U EMDAL, CMDIK
TDIESr (P<0.05), NG R MEFEbR, fEik R BRI IPPAR-y I YKk, MHINFAT & T i
IL-2FE P RGK . S8 D& B A R0 0 2 30 PE S I 48 K BRI IR T 2l , 08 KA B 21 227 el
25, HAAYT VR R BE S 1 4 15 PPAR-y/NFAT /IL-2 {5 55 3 Jf S 9

B R PREIIE s GW9662; b AL BRI T M O 32 My

Rosiglitazone ameliorates Crohn’s disease rat models by

Abstract

regulating PPAR-y/NFAT/IL-2 signaling pathway
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Objective: To clarify the effect and mechanisms of rosiglitazone on CD rat model. Methods: Rat model
of experimental colitis induced by trinitrobenzenesulfonic acid (TNBS) was established. Forty SD
rats were randomly divided into a control group, a model group, a rosiglitazone group [20 mg/(kg-d),

oral gavage] and GW9662 group [1 mg/(kg-d), oral gavage]. The disease activity index (DAI), colon
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macroscopic damage index (CMDI) and tissues damage index (TDI) were evaluated. Levels of

inflammation factors including sedimentation rate (ESR) and hypersensitive C-reactive protein (hs-

CRP) were measured via cardiac puncture blood sampling. Gene expressions of PPAR-y/nuclear
factor of activated T-cells (NFAT)/interleukin-2 (IL-2) in colon tissue were detected by RT-PCR.
Results: Rosiglitazone effectively decreased the scores of DAL, CMDI and TDI (P<0.05), down-regulated the

inflammatory index of serum, promoted gene expression of PPAR-y and inhibited gene expressions of NFAT and

downstream IL-2 in colon tissue. Conclusion: Rosiglitazone effectively reduces the clinical activity and improves

the gross and histological changes in experimental colitis rats, the therapeutic effect of is probably achieved by

regulating the PPAR-y/NFAT /IL-2 signaling pathway.
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Figure 1 DAT, CMDI and TDI scores of rats in each group
A FIXT IR L, *P<0.0s; SBUHALHEL, P<0.05; HGW966241HAL, “P<0.05.
Compared with the control group, *P<0.05; compared with the model group, “P<0.03; compared with the GW9662 group, “P<0.05.

B2 EAKXFBHFHIERFIERN(HE, x400)

Figure 2 Pathological examination of colon mucosa of rats in each group (HE, x 400)
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(A) Control group; (B) Model group (arrows refer to cryptitis and crypt abscess); (C) Rosiglitazone group; (D) GW9662 group (arrow

refers to pyloric glands metagenesis and crypt structure disorder).
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Figure 3 Relative mRNA expression of PPAR-Y/NFAT/IL-2 signaling pathway in each group
S FIR IRE HEL, *P<0.05; SERIZH AL, "P<0.05; SGW96624H HEL, “P<0.0S.
Compared with the control group, *P<0.05; compared with the model group, *P<0.05; compared with the GW9662 group, £P<0.05.
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