3792 FTHRESF 201345 11 A% 42 5% 314

- ERiFR -

AL T 4B % B T ZE N B A 95 4 D B R A
/1N BRI B 5 o 1 PR L B #R

Tl EEA,E B LHARL.TEE AR e am L3 k!
(1M AARER A5 84, 3T 55000252, 3¢ M E 5 & E A3 A, 5T 550004
. MAANRERTEA, XM 550002)

# E:BH AR5 B TR AR RS AR s (NOD) W E48 s e bl ZE e T e itz | -+ (NFAT 946 R . ik
(1) % 4 A# NOD M K AL A b 4% 7) B 28 (R R4 0. 02 Y0 sk A% 7) B8R 69 3R &4 40 BZoxt B (il 2 A4, & 21 R, WL 30
B RREEREBE, (2) ZER 12 A KRLRH NOD K (=15 R F R EF-FaL(HE) & WE MR S X 65 = F42 8 ;RT-
PCR ¥ & Z4 M MAE G e h-& 4(IL-4) .y F 3 & (IFEN-v) fe 4z B F i &AL 4 B 4k 38 78 4 7% 1L % 4k v (PPARY) mRNA £ i K
5 BB S 95 B M X B (ELISA) s i & o 7 1L-4 A= IEN-y K F & 2k PPARy E/X T @it B F cl(NFATcD #E®, R (D
15 ¥ B, wb A% 5 BA 20 & % PR 20 K JR & 4 A B 4. 76 % A= 33. 33% (P<C0. 05) 530 & # 8, vk 4% 71 8 20 B 5+ 8 40 & 9% & 4 5 4
57.14% %= 76. 19% (P>>0.05), (2)12 JF# r¥.wkA% 5] 820 0k 5 £ 35 2 (1. 7940, 754K FxF B 20 (2. 38+0. 66), (3) w47 B4
M IFN-y mRNA A8 %4 5% 5% B4 (0. 160, 07) B 4% F 55 B 28.(0. 5340. 26) ;™ PPARY mRNA 4 ik /K F (0. 91) W & F *F BB 48
(0.25), (4)12 A # NOD R k4% 7] 8 28 o % TFN-y & F (561, 05278, 61)pg/mL 2 ZF A& F *F B 41 (666. 4328, 42)pg/mL, (5)
12 J8 #4571 B2 28 NOD R % 29 # PPARY 7% # (0. 0540. 01) & F 54 B8 48.(0. 0240. 01) ,NFATcl # 4 (0. 2340, 04) 4% F = 18 21
(0.3340.04), £ w7 8 E L PPARY. B4k NFATcl #4080 IFN-y mRNA, o7& IFN-y F B, 45851 T(Th) % # %) 4%
gt T a1 A CThD F & 416 0, B 5% NOD Sk By K, ARHE fom o B4

KB MR TRBA ;DR ER NOD; i A D EE ARG A F AR v; T @iz R F

doi;10.3969/j. issn. 1671-8348. 2013. 31. 025 Xk tRIRAD : A XEHS:1671-8348(2013)31-3792-03

The mechanism study of NFAT in pioglitazone prevent diabetes of NOD mice "
Luo Jianhua',Li Zhanwei® , Huang Hai* .Yang Donghua® ,Yu Ruiping' ,Yu Richeng',Fan Yuanshuo' .Liu Bo'
(1. Department of Endocrinology »Guizhou Provincial People’s Hospital .Guiyang,Guizhou 550002, China;
2. Department of Laboratory A f filiated Hospital of Guiyang Medical College ,Guiyang ,Guizhou 550004 ,China;
3. Department of Medicine for Cadre ,Guizhou Provincial People’s Hospital ,Guiyang ,Guizhou 550002 ,China)

Abstract: Objective To investigate the mechanism of pioglitazone preventing diabetes and the role of nuclear factor of actived
T cells (NFAT) on non-obese diabetic(NOD) mice. Methods (1)Female NOD mice at 4 weeks of age were randomly divided into
pioglitazone group(n=21) and control group(n=21). The accumulative diabetes incidence was followed-up to 30 weeks of age in
each group of NOD mice. (2)Pancreas were removed from NOD mice at 12 weeks of age in each group(n=15) to score insulitis se-
verity by routine HE staining. 11.-4 ,IFN-y and peroxisome proliferator-activated receptor Y(PPARY) mRNA levels in spleens were
tested by RT-PCR. IL-4 and IFN-7v levels in sera, the activity of PPARY and NFATcl nuclear protein in spleens were measured by
enzyme linked immunosorbent assay (ELISA). Results (1) At 15 weeks of age,the diabetes incidence was 4. 76 % in pioglitazone
group,and 33. 33% in control group(P<C0. 05). At 30 weeks of age,the diabetes incidence was 57. 14 % in pioglitazone group,and
76.19% in control group(P>>0. 05). (2) At 12 weeks of age, the insulitis score in pioglitazone group was lower than that in control
group[ (1. 794£0.75) ws. (2.384£0.66),P<C0.05]. (3) IFN-y mRNA level in pioglitazone group was lower than that in control
group[ (0. 1640.07) ws. (0.53%£0.26),P<C0.05],and PPARY mRNA level in pioglitazone group was higher than that in control
group(0. 91 wvs. 0. 25, P<C0. 05). (4)IFN-v level in pioglitazone group was lower than that in control group [(561. 054 78. 61) pg/
mL wvs. (666.43+28. 42) pg/mL, P<C0.05]. (5) At 12 weeks of age, the spleen PPARY nuclear protein activity in pioglitazone group
was higher than that in control group [ (0. 0530. 01) ws. (0. 0220. 01) , P<C0. 05) ],and NFATcl nuclear protein activity was low-
er than that in control group[ (0. 2340. 04) ws. (0. 3340. 04), P<C0. 05]. Conclusion Pioglitazone could activate PPARY nuclear
protein,inhibit activity of NFATcl nuclear protein,downregulate IFN-y,diminish Th cells deviating to Thl,and sequently prevents
insulitis and diabetes onset in NOD mice.
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