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PPAR- v ¥z 3¢k EAE KEMWB IR
TNEF—- a mRNA Fik 3w

EEXEEHA.BEAL
(ERERK¥HBS—ERHSRL: ERTHESRFENKRE HK  400016)

[ E]8 & a RIS 2k — v (peroxisome proliferator—actived receptors—<y ,PPAR- v ) ¥z F#&5|M
FAE S5 A4 2570 R 2V AT LI B 5 S ek R 5 B8 42 (experimental autoimmune encephalomyelitis , EAE ) K B8 SR FEH
—a (tumor necrosis factor—a , TNF- o )FEXHIEM, # ik B KB EAE B8, 4514 F F MM KT AL, S &4
FEIS R R IIES VEMN 2509730, RT-PCR 5108 TNF-o mRNA §935K, %R .5 EAE BIE4 KB, BEFIMA SIS
TR RRER A B o , TR PR IS 2N4S7 4 TNF- « mRNA #5358 EAE BIRIAHH B THE(P<0.01), F-MEITAH BT
HEREILBEEHBER (P>0.05), 4 FEFIMMAAEIFHABNE EAE KRBKREZR, TRANREAREF INF-a
mRNA [J3%35, #27% PPAR- v BB} EAE B R HEB L (multiple sclerosis, MS) BAH A BB AT VER , A #IF7E EAE
B RAVERTFTRR S 8UE PPAR- v F K,

[ 4R LR B SRR R ; MR E 7 S BRSO YINIE 2K — v s IR A RHIRE
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Effects of peroxisome proliferator-actived receptors—y agonists on
tumor necrosis factor- o expression in rats with acute

experimental autoimmune encephalomyelitis
YUAN Baoyu,et al
(Department of Neurology, the First Affilisted Hospital, Chongging Medical University)

[ Abstract JObjective : To explore the effects of peroxisome proliferator—actived receptors—y (PPAR—+ )agonists rosiglitazone and
non-steroidal anti—inflammatory drugs (NSAIDs) ibuprofen on tumor necrosis factor-a (TNF-a )mRNA expression in the brain
of rats with acute experimental autoimmune encephalomyelitis(EAE ).Methods :EAE models on rat were established by inoculating
the homogenate containing spinal cord of guinea pig and complete Freund's adjuvant,and then treated by rosiglitazone and
ibuprofen respectively.The improvement of clinical manifestations was assessed to determine the curative effect of the two
medicines and TNF-o mRNA expression level was detected by RT-PCR.Results:Compared with EAE group,the groups with
rosiglitazone and ibuprofen showed improvement in clinical manifestations ,and the expression of TNF-a mRNA reduced
markedly (P <0.01).Other index of the treated groups were no significantly different (P> 0.05).Conclusions:PPAR—v agonists
rosiglitazone and NSAIDs ibuprofen could obviusely improve the clinical manifestations of EAE rats, and decrease the level of
the expression of TNF-a mRNA,which suggested PPAR-+y agonists may have the anti-inflammation neural protective function
on EAE or multiple sclerosis(MS),and the anti—inflammation of ibuprofen may be related to the activation of PPAR- .

[Key words ]Experimental autoimmune encephalomyelitis( EAE ) ; Tumor necrosis factor— o (TNF- a ) ; Peroxisome proliferator—activated
receptor— y (PPAR— v ); NSAIDs.
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P L ERUEHMEE F, TNF- a 7 MS ikt
X #L 0 B8 E ,MS B 3 598 & ¥ ( cerebrospinal
fluid, CSF) R 1L TNF- o« mRNA 35 FH 1 40 e %5
RGN B TREREN, F 5HEThEE
BMEBREHRFATE, 057 5N PPAR- vy ¥z
# (BRI REIT) X EAE K B4 A 5
TNF- o mRNA FRKEHZEm, HITENTEE EAE
PRMSATER, AR L2 R YRELIET iRt
TR

1.1 H#

111 3 EEERE Wistar KR(BEKERRELES
PR32 R, M, (A E 180~250g,

112 FERHA FAE . E B BRE LR EY RIS
B BRAEM ERXER(ERAERN ) TR
(REBEEETTAR ) HIBIF(EERABRER ) B R -
IRE MBI (reverse transcription—potymerase chain reac—
tion, RT-PCR)I&7|£& .DNA Marker DL2000( bi§4 T4 ¥
FARAT]; S RNA BEUR TRIZOL(Invitrogen A ) )

113 519 P HESIBHIAKR INF-« KRS R

1 #EfAE GAPDH HJ3E4> cDNA 551, A5l Hy #3511 fF
AG|Ym LS E TAEYHARAT A
%1 HMERSIHFIRT H=HH TR
HHA ElE7 =217 Pk
F¥:5'-CAC GCT CTT CTG TCT ACT GA-3'
TNF-« 541bp
F¥:5-GGA CTC CGT GAT GTC TAA GT-3'
_E#:5'-CAC GAT GGA GGG GCC GGA CTC ATC-3
B —actin 454bp
Fi##:5-TAA AGA CCT CTA TGC CAA CAC AGT-3'
12 Fik AFAASEAHEIKE, 58 WESINHRER R

121 SERRERY BUAE 400g EAEHER, AR
3% KA PR RS B8 . BRAEVK H BUS B, 24 AR
IS RIBS #9 4 BER K B 50% (mfv )0 R BRUE B8 A b K
533K (GPSCH) , 4 CHRFF . BREEAY 10g, WA ¥ 40ml, IR
BRT=ASME, BEXHE 15 8 30min, IR AL KL
A, 4CHFE. HERBEH RN HIFEK (80mg/ml)50 w1 A 1ml
AL LR S, HEEETE 4ng HERAITHENTR2HK
37 (Complete freunds adjuvant,CFA), M%&) GPSCH f1
CFA B&, UEEEH ST LT, EZE S kAL,
BB R RBEHIR . 4°CHREE, 12h REEA . # Wistar X R A
3.5%7K -6 FRE (Iml/100g {4 ) B RERESS , DU FE K )5 38
HE, WERENETEH CEHIR 0.1ml, 3 0.4ml 2, [
BHfE R R R RS E BB 0.1ml (BH B AP 1 x
10" 4)

122 EAE RWEIFH RAER IR 3% KohPHR i KPF
SEAE, 05 IEH, B EFT;0.25 2 : REERALK S &%
0.5 5 : 2RASK /1R ;1 43 BT RIAL A ;2 4 — WG I
B3 43 UG JBURRIR 5 4 4% TUE BOBNRG BomESE s 5 4 - ST
REIFEE, UKBHRRADRML 1 255K EAE R
o

123 ZBSGHARTHER SREMR M, EEXTR
4 .EAE BRIl . BHIIRBITAMMIKRIFEITH, T4 8
H, 8485 1 XRE,Z4%)5 18 X, 5B #E®RIT, T
FERIERY dmg/(kg-d) ;s HIITHFE D 100mg/(kg-d),

B AEBRE, RBEE 18 K, 2IWALFE , FUB B iR, B
A -80CUKFRRFFREAL

124 RNA AT A TRIZOL — 5 B4 E RNA,
TR B RT-PCR B & #24E, B 3 g & RNA R4 K
201 79, AR Sl EFEFT=YIMA 201 B PCR A &
oL 5B Y AT R K E B =) TNF-a(541bp), H S HR
GAPDH(454bp ), PCR R Z&MHINT :95CHIAHE(5min )5,
94°CAEHE(40s),58CiR X (40s),72C ZE A (1min )3t 35 W IE
B, B8k 72°CEEfH(5min), HF PCR I 374 10 w1 7E 3% K
DiRbREE R L ATk, KRR  BUNBER A RILZ
CEVRW TS 15min, SRJGFE BIO-RAD BEREHRBEL
BREFLR, BJS5H Quantity one R FEBDWER .

13 SEiHFAE BTA SRS SASS.2 AbHE, HEYERINK

Hllx +s TR, FHBEHSESRB R TEFERE, £
HESPHBERFALEEFEM; ARFHRHLERA
SNK-q ®B& 47 ; P < 0.05 BIHA N Beit2e & .

2 &5 B

21 FRFI WS KT HUEK

EAE B FIGIT AR T 18 RE—ALFE,
HiGRRIVES LR (FE 2), KREREE 12 XF
YR, WS 12 KITHR, FHBL 3 AN R A (38 12,15,
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8 VAR RUHED 191 £ 5 s .3 2R Bl
FEIVESHAE 3 AR it b e A 25 3,3 AN
|anf|prﬁJ m +m)i fFIIH ] SNK— (“111r11x|111“>|lrl

@ \éz”JJ fp i 'rFﬂ'%z’mleﬂlnlnb Lt
EAE Tﬁ{( 1l AR , T T 7 AL,
22 FHF@fo AL 52 EAE K R a G R P

TNF— a mRNA £k 6939

RT-PCR /4% i ik 45 58 88 < (1B 1), 5 1F 3 %)
M2 PERE  EAE SR WS SR G P AL A 3% 25
AL TNF—a mRNA AU EIEIEES (P<001): Y
EAE BIRIZH b4 | B4 S ER i 4ELR0 A5 3 25 i 4
TNF—a mRNA &ikH] 5 FRAITCP < 0.01), P5iG774H
Z I P I S R (P> 0.05), S5 S0 | B kR
SR AT ST REFER EAE KU T TNF=- @ mR—
NA KGR A EAE A — 8RR 3),

2 AR ABE AEISEITA . B SIATA T 2 B R ISR TS 8 vk 08 )

group 124 154 18d
EAE 261+ 1.69 271195 300+ 1.35
ibuprofen 0.86 = 1.18° LO0 + 0,26 171+ 1387
rosiglitazone 0.75 = 1207 0.98 +0.32" 1.08 + 036~
TiP<001, 5 EAE AL P< 005, 5 BAE LS %P> 0.05. 5ih

F3 BHEBRAL INF-a mRNA FIXATEER (vev,0=8)

Zroup TNF-a mR\\
control  0.059+0.045 o
EAE 0842 0. 146 #

0.337 = 0.089%% #
0426 =011 1*+#

rosiglitazane

ihuprofen

" P<0.01, 5 1 :P<0.01. 5 EAE £

2 A
0.05,45 EA 3

3 i

3o S A A 38 SRS U -
L2 PRGN O 2 P TR P A% 5
EETENTE O 550 B I
EAEHERRIT M A . S Y

U] PPAR- v 1

ATREZ: 5 SOAE T3 , 0 )2 502 0 2 M P - = e
B RAET AL | o] 755 52

R Bm UG %
B AR ok ri.d»ﬁ‘"lnﬁif
5 4984 ﬂTJ—fj_ kR

B S A

Z Al A AR IR 1Y
L FEHTR (R .HJ_UTJL'&HJ Bz 5 {4

KPR 25 (NSALDs ) U1 HE 95 {8 75 PPAR- Y gl

R PRl A L

FIEH T —o R—BREIEN T, 55%
RIGATI SAERT . TNF & Ay ?ﬁf‘?”iz‘m
SFIFHERATRE T, CNS (]t S TE A0 e
B £, L] EAE !'IJ&J[EU o "il]ul‘ru‘\,'a““?}%

BB MS B K N A AL L 0 R T 20 S
TNF-a BIRESIHH W18, AR TNF-a {F EAE
R HLEL D R L T UE S R 2 e
EAE W8, FE0) SRS T B RSB A<
A TNF- o BULRTEMLE T HE B 0TS Widcss
WL EAE KEIZHZHF TNF- o mRNA F2354 0 2
MOS89 T TE EAE KBl ONS th INF- o &0t
SED . JEAT VA A N, A AT 2
SUI LT TNF=- @ mRNA (19535 55 080T, A0
AEER 3| 8l Fr 417 3% fJJFJE P TNF-—a mRNA
PRI 111 LMK b5 T PR 25 %) EAR
B RIZEPIPE I BT 25 BRI R 7 ] PPAR=
PRED RIS MS B T Al 5 sede fiets
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nase, COX) 7, B L 46 R Sl A I
COX RHFAER, HEILFEREM, FFRH COX-2
%t AD A TR, Wi B 7] BEAF7E COX FE4KHiE
7n, BOEFR KM, NSAIDs A LIES A
PPAR- v AT A FH=E , AR EH
KBRS, B, R E NSAIDs 657 EAE FHIF
M, IFETHAERREAEREENR L, TIRENA,
TRV BE %5 B0 B W 52 EAE MG BRI, TiA
TNF- o HEEL, iHSZHBIIFENITRBEER
B RATIA A ,NSAIDs % EAE R{RIPEHTIRES
¥3h PPAR- v , FARER TR 4 WA HEERE
XK. BTFFEMARETFZESEERY, JOLH ¥
AorERE, BEH—SHELRR.

MRERBR, PHRIIRAGEIFHERE
EAE B KEFRH, FEfE TNF-a mRNA H#%, 5
FEY B R E Y, K — BT iRt
T RIFHZRER,
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