BRE

0.2

015

0.1

0.15

1H 2R 3R 4R 5A 6A 7A 8A 9B 10RA 118 12R
(B2) ABOHRER (FHEELBHAK)

B JERESR L (13 A)
B oEBEHY (19 A)

TERMED 8 D XIHM S BEIL, ERMEA 2V HBRM S BE LY b, 3 H OF\FENE L, —F,
9RV10A, 11 A, 12 A EMk0,

-16-



FANHIARMNE (ERBIEHS)
MR

[ 25 —7 2 O KB EHIEECERRIC BT 2 RERTHB OS5I DL T O

RS E =% FF ELCRA - e S & — MR T = E
MRES

ZRMEELE (MS) OERTT IV TH S ERWE AN INEHA (EAR) ORI, HAk
AERiiC L >Tar hO—)banN TS, ¥4 711 2¥—T7 02L& 5 EAE OHIHIHE
FRZ—DIZ, INOHAEERIROEMEABEE L TWA EEZbND, FIT, 1711
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BAEREHARANSE (RERESRFRERE
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NNhAF 2V - LARFERIGEEZ B v (PPAR- )RR U H 2 B, troglitazone
CEA2EBHNBCREERERA (EAE) #IH

HMPAE FH B
ALHRE R FE R E B R FVR R R R R LR B RN RE BT

MREE BAZBEREDO—DTHS, PPAR- v IIEHRECERBICBWTEER B
E2RL, EOUHA ROV DONMIA >R VIEEKBFEEERFORBEICHWONTE

2. —HT, LOZBEEEZNLUERERORAGERBREREIN TS, PPAR-71Z
activated macrophage THIR A28 51, proinflammatory cytokine % iNOS O 651 % H1§13
HTENREINT. BRAlT, PPAR-TREMU AL RO—DTH S troglitazone DI EIT
&%, LRMEIE (MS) OEYWETT ), EAE ORIE, EEANOYRERHMLE. 2
OFER, woglitazone X FIZK D EAE OERFKERITERL, FAREZESES I LM
HAL =, k7=, FOMFEZIRIT TNF- ¢ [L-1 8 72 £ @ proinflammatory cytokine S8
WHNT LD T LAVRBE N/, PPAR-7 DU H > RIZEAEHIHEIRRDH D, 5HO MS

NOBRKISAVBHFEINS.

AR
EMHRNZEED--DTH S, PPARvyIZE

HAECHERBRIBWIEERHEE R

L, EQOUHZ ROV D01 A
CIEEERRBOBRIIAVSNT
. —HT, ZOZBEEENLGER
DREHER bR E TN TWS. BB,
PPARyIZ{EE{t: macrophage THRE AR
B 51, AP-1 % NF-xB 72 &£ O transcription
factor ZMH T 3 2 LT &b,

proinflammatory cytokine % iINOS D5 %
WA B ZEAURI N BAlE, Th
5@ PPARYZ T LA@ECEBL,

PPARYREWU T > FO—D2Th 3
troglitazone D% 512 & 2 £ R M (L 5

(MS) OEMITT ), EAE OFIE, B
ANDHRERE L =,

B. XS - Hik

EAE {3 MOG35-55 X /F R 2 HWT 8~
10 E#D B6 Y7 () ITHEL=.
troglitazone i 0.5% @ carboxymethyl cellulose

(CMC) WizEML, 1B 1 BIGEY > F
ICTsEREDRS L= 2> hO—LERIZ
&, CMC BOA%2H 5 U7k, BRKERIZ
HHBZL, LLIFO clinical score 124t~ T

FCERk L 7%, 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 .
forehmbs paralysis, 5; death, 6
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7, 13UHIZ, woglitazone DIWEZ 0,
50, €L T, 100mgkg/day DEEIZHT,
MOG #)EIRERIH L D, ~H—BE#&R5L,
clinical score A% 0 IZ/2 B ETH/HRE L =KD
FiRZBH L. FO#HR, troglitazone 2
G#HTIR, —OHZ0DOEDN S0mgkg,
100mgkg DWW TN TH maximum clinical
score (L control EL D BEBIZWEL T /=,
—7, RETHETORARIIBWTIZ,
50mg/kg % 5HEIL control FEEEMILL,
100mg/kg #5#13 control X D HEIZHR
EABL BT, ZOIEnS, DED
ERIZ, —HPEDOREEZTART
100mg/kg & L7z (Fig.1) .

HRIZ, troglitazone i3 induction phase &
effector phase DT IUIEHETH B DN %
BB, FERIAHO MOG R%9 HE
ETE MOG % 9 RALUER S
troglitazone Z %5 L 7e 7 )L — 1230 T
L7z, ZO#R, SHEETOV N7
T, BREHIEL 2200, TOED
maximum clinical score IZI3Z%¥ % 5 % /2h
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G U7 7 )V —"7"TI3, maximum clinical score
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MOG #%5 2530 BEIZ, TEBMZEERD
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BEtl7z. FOE, troglitazone I 58T
FHICRIES IR SN TR,

KRIZ, troglitazone DFNEDEF 2T
578, £9, T cell proliferation % control
K O wogliuzone #% 5§ TIT - 7=.
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The mark <» shows the duration of the administrarion with troglitazone or
vehicle once a day.
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