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Amelioration of experimental autoimmune
encephalomyelitis in C57BL/6 mice by an agonist
- of peroxisome proliferator-activated receptor-y
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BNSBRED—DTH S, peroxisome proliferator-activated receptor-y (PPAR-y) 13fghs
RBOHEABIIBVWTEERBEZRL, TOVH Y ROV DONIZA AU Y IKF
HERFOBRICAVWSNTER, — 5T, ZOREKRENLIRER DR b8
EREINTWS, BB, PPAR-yIZIE L macrophage THRENEBD 541, AP-1 % NF«B
72 & @ transcription factor ZHIH| 95 Z &I2L D, proinflammatory cytokine % INQOS DF
BENHT B EAREN, G, 25D PPARyENL7@BEITIEE L. PPARy
BREWH S RO—DTH S troglitazone DHEHIT &L BLREMBE MS) OBWMET
. EBRMBCARIENEEA (EAE) ORI, EERANOHREEFMN L.

EAE i myelin oligodendrocyte glycoprotein (MOG) 35-55 X 7F R % F2 T 8~10 @il D
C57BL/I6 ¥ A (AR) IZ&EB L /=, toglitazone 13 0.5% D carboxymethyl cellulose (CMC)
Wz, 1 B 1 EeRYV I FCTRRRDKES L, 2> bO—)V#IZ, CMC &
DOAZIE L. BRERIZEABEL. AT clinical score IZHE> TiCEk L. no
detectable signs of EAE, 0; complete loss of tail tonisity, 1; flaccid tail and abnormal gait (ataxia
and/or paresis of hind limbs), 2; hind limbs paralysis, 3; hind limbs paralysis with hind body paresis,
4; hind and forelimbs paralysis, 5; death, 6,

7, FUBIZ, voglitazone DFEE % 0, 50, %L"C 100mg/kg/day DIREEIZ T, MOG
PEGREMHLD, —A—E#S L, clinical score % 0 12725 £ TR G L =RO#ERZB
BRL7, EDRER. troglitazone 5B TIZ. —HH7 0 OB 50mg/kg, 100mgkg DY
N TH maximum clinical score IZ control H#E X D ARICHKEL Tz, — 4, RETHET
D BEEIZBNWTIE, 50mg/kg #5813 control & ZEHN72<. 100mg/kg #¥&5-#13 control F
KO EBICHRENELZ->Tk. ZOZ EM5, UBOERII, —BbO0R5EEZT
~T 100mg/kg & L7,

RIZ. troglitazone DEEK F O REZRIT T 3720, REFEMERAEZB x>, MOG
#5 2530 ABRIC, FHEHEZIOEL. H&E BEETV, RIEMMZ LB L.
ZDFER. troglitazone ¥ 5 TEBRICKRENIHI TN T .

KIZ. troglitazone DR OMFZMAT 5728, £, T cell proliferation % control KT}
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troglitazone 58 TfT > /=, troglitazone ¥ 5-# & control H#T, TNEH, MOG #5 10
HEOYDADHRY DNEMAS THIBZERDH L, in vitro iIZBWT MOG ZHEHRIB L,
BEREE A, TOME. T MBOBMEICIIZRIRDSNAN-T, £ ZOER
DB OEEE LIEW % ELISA 12T IFN-y& IL-4 2 ~/=4% IFN-yDEEE T troglitazone 5
B & control HTEIIRL, IL4IHEEBRERELUTTH o,

RIT, troglitazone DIEFZNFEOBFICEEL T, KL PPARYOFIREERAE L THEHBEE
NTn3, 7077 —JZBF588Y 1 M4 D REDORBEMFZRIC DN TRIT
3%, MEOMOG #5005 25 HEi%IC, £FMEMOHL,. RT-PCR 2175/, £D
R, BHHRICKEERENICRBELTWS &IN5 PPARy2 BRIANL SN A,
07 7 —JlREITRHRBE L TW3 PPAR-y1 I3 troglitazone % S- 3 TREN MR L T =,
I 51T, IL-1B%° TNF-aDFR BT troglitazone  GH THHI SN T W=, LA ED#RE EF-1
EOHBRIZED, FEFEMICHMLZEZ S, proinflammatory cytokine, ##1Z TNF-aDF
ENEF BT troglitazone HEFHTHH TN TW/=, —F, troglitazone TRENIHI TN S
EWVbN TS INOS i3 troglitazone $ 58 & control B TEII /2 - 7.

oz Enhs, BERL Ty —0O—DTH% PPARYyOFKERMY H > R, troglitazone
I MS OEMMEBRTET IV TH S EAE IZBW T, proinflammatory cytokine DRI &2 MFT 5
Z&IZ&D, EAE MBIIRERTIENBLZ N, ThH5DT EMS, PPARyY I
A RO MS BEEADORHANERZINS, LML, troglitazone [IBEFRIFIEHEIE L LT, BRK
WICERAINZHO0, BEERHREZERE TSNS OBBTERAPILEZST
72, BEKRBAEVD AN LBRNATIIRETHS, LML, PPARYD ligand 1ZINFE
TWLSOMNHRBINTETHD, 4%, XDEMERNDIRL, FIREMER DRV EHFIHBE
I, ZLREBCENORKIEAOEENEHTI 5D EEbNS,
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encephalomyelitis in C57BL/6 mice by an agonist
of peroxisome proliferator-activated receptor-y
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BRZFED—DTH%, peroxisome proliferator-activated receptor-y (PPAR-y) [dHEH:
HRECHARICBOWTEERBEZZRL, TOUH Y ROWDNEA >R 2 IFKFE
HEHERBOBEBEIZHWSNTERE, —FH T, PPARyIITEME/L macrophage TREIRNERD
53, —H#IZiX AP-1 ® NF-xB 2 EDIERTFZHIHI TS5 Z &K D, proinflammatory
cytokine % iINOS DRBZMHITHEEINTWVS, 4E, NS5O PPARyENL-HE
IZHEB L. PPARYERERU N RD—DTH % troglitazone DG K 5L RMBIE

(MS) DOEMET I, ERWECRENNENR (EAE) ORE. ERNORERKH
L7z, |

EAE I3 myelin oligodendrocyte glycoprotein (MOG) 35-55 XT7F R &2 HWT 8~10 ;A8 D
C57BLI6 R A (AR) WFEHL =,

9, 3UDIT, toglitazone DI|EE 0, 50, FL T, 100mg/kg/day IZ4F. MOG %))
ERZITHKID, 1 B 1 EHSBY > TFIZTREEOKREG L. TORKR. toglitazone 5
HTIX. —H&H7= 0D DEMN SOmg/kg. 100mg/kg D3 1T H maximum clinical score i control
BLOABRHBEL T, —F BEETOAKIIBNTIL, 50mg/kg/day ¥t 5-#£ 1 control
FEEMNIRL, 100mg/kg/day #58EIT control BL D EBICREMNEL > TWE, 0
ZENS, EOERIL, #58% 100mg/kg/day & L7=,

RIZ, troglitazone DERK O RERIET 5729, FAEHSZED HL, HWEFHBRN

— 528 —



1T 7c & T A troglitazone # 58 TEHLBRENHI N HER I =,

KRIZ, troglitazone DFRDOBFERINT 5728, £F. T cell proliferation 2757, %
DOFEFR.  troglitazone ¥ 58 & control BT, T M OBWFEREICIIZIIRD SN -7,

RIZ, troglitazone DR OBFICEL T, ¥ 707 7 — 2RI BKEY 1 N H
A RBEDRBMEPHRITDONTRINT 5728, MOG 5,5 25 AFIRIC, 2BMHER
DHL. RT-PCR ZfTo7z, TR, IL-1p° TNF-aDFBEIT troglitazone 5B THIHI
INTh/,

BEOZ ENS, BRLET Y —D—DTH2 PPARYDRRM YU H > K. troglitazone
W MS OEWMEERET IV TH S EAE IZBWT, proinflammatory cytokine DFRBI & MEIT 2
CEIZED, EAEMfIBIRZRT I ENEE X 5N,

REARRI B> T, BEOCHRHERN S, FHICRDSNBREMBOBEIIONT
HERH -2, FBEFIIELZSIAL, £, EFHEMNM TR0 ERADERE S
PRE. #5584 macrophage T, ¥2FH T cell EEZ L7, KIZ, PPARyOR R H
> RO MS NDIEREHADORREHEICDOVWTOERA D 7=, BRI, BRETSICHERT
EZHDRZNR, G, KVEMERSD L, FREEAINRVWERMNER TN,
MS NDEKREFADAIEENHFINDIEEELE. RWT, BIEO/NSITLESEN S
troglitazone Liﬁﬁ%@f:m:mﬁem:ﬁmqwtmo7‘:%)*\ SEOEBR T, FiEgicEE
BTN OVWTERAD o7z, HFEHIL. FBEFNEZ S, troglitazone #5241
BVWTHROFASBD SN EHE Lz, BERICEEORBHEN S, BRFIC MS &
B LIZEFICRE LEFIND 20N DOV THEREN D - 7=, HEZIL., ZNETEDOL
DBHRELBNEEE Lz, RIZ, 10 PPARyORER Y H > Rizk B EAE 1239 3%)
RIZOWTHEREN S o 7. HEFEIR BERIUT, DR D EAE 12 PPAR-y® natural ligand
ZRETHIEITKD, T cell proliferation bMHIEIN B Z EE2[NA L. ZDEWIL. EAE
DENVPY AL ROBOWIEETHOTIREVWNERZL 7,

Z DI, PPAR-yDRFREIER Y 1 > R, troglitazone A%, MS QBT F )L Td % EAE
CHRVRDH B EEMATHDTRELEZBDT, BLIEMIN2DTH S, 2. &
DEWERMD D2 <, FIREERIROERVER IS, SREBLENOBKSEO
RN INS,

BER—FIL, ThOORREEGL ., RFEFREBICHBTATECHEBMEED
PHFEBFENEL (B%) ORME2ZIT50ICHENRBREETI DS HE LT,
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