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% 56 M AL iE (multiple sclerosis : MS) Tl
PLMOG PR (& 35 4F 5 fiE /N JEMS TR 1% & 7
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(interferon f : IFN ) HHID LS fHEH T
VB A, FLMOG PR R 14/ T MS A~ 158 7
BilcBI3 235134, 4R7L F=var
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FAEMOGIZ X § 2 Bk DS, S SR H
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REND X% - 727 LI HiMOG btk
DM EFHHESL. L, HTMOG BriR i Az P B 5
EEROBW~— A — & L CTAEHZRREMEI RS
NT&72. MSTIRHIMOGHIUAIX X 0 FH4ESE
SED/NRMS THE . 2 B & E T, —
HTHAMSTIRIZE A LD LN WY,
PIMOGHUA DA #T, HAlk T S B O B R
FEE R PR FE T P 3103 5 SUS A S 72 A W] HElE
Wb b, FHRTVH~——LLTHIE
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WZxF L, BETFHEE L CTIFN B ## % ff
H L, HIET 5H 2 & SFEl LT B ER & %
B 727 0ME3 5.
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T A K2V AR 1 7 — VAT LB
L 7z. PSL 1lmg/kg/day N AR IZh 2, IFN
B -la 02ug/kg/dose FiiEH 6 Faa L, IFN

B -la 0.8ug/dose /week fiit: & #frs & L7-.

ZDOHPSL MR 2 20 H R Cclishik & L,
IFN B -la fiiEx kG L 72, IFN B -laffiiEfk
12, BIRUGE L TR OERRIER ED A ~
TIWVL Y FRHEREZ RO, T N7/

T YWIRIETI v e — VIZBEIFE 5 72,

6 1% 7 2 H O BEH MRI# 2 © 25 Bl
Je L, PR EF IS MR A % 617
LTWa)s, BEFRZEDO TV, I
PLMOG PUAf L 6 7% 7 22 H 124,0065%, 7%
072> H121,0241%, 7% 6 71 H 1220485 & HE
BLTWwA. IFNS -lafiidBlah 4 1 4F1120
AR L TW5BHAS, HEIZLTwan

m =

T4 1L PSLNAR % ki3 2 WA TR L7z
IMLiE PLMOG Hifk s 12/ JE MS IZTFN g 8 5%1 %
i35 2T, PSLHIEB L HRSCEE L%
HIEXFRT I &% (B L TW B ER & REER L
7z.

MOG Z, R MZEDO OB EL D 1D
T, MWORIBICEIIL, B OB SR
ICBS5 L TwaY. MOGE HE fEREEDH
YR EE S 5 720, 19804F4% X 1 1 <0 B
HOFMOGHUADFREAELISA#ER Y T A ¥
y7uy METRALN/. 72721, Zh6o
3 CRE NS PLMOG PUR I BRI B 5% 13

RWZ28 9 EEREE RO N Tw i o7,

20114F|2 Probstel 5 #%¢  MOG&E% + 7~
A7 =7 b L7z TE67TIAaE & V272 CBA (cell
based assay) # CHFEAYIZHMOGHLA % M
EL7. SOWET, FESNZHIMOGHA
31gGlY 72 9 ATdHAHZ L, ADEM, NMO,
CIS, MS7%& EOH KRR E Tt 2 5
Z &, FEE TR0 K9G THIMOG PRl A
HEmiosle o2, AMSTIRIZE A
ERDONBNT EATRENTZ. Dk, CBAE
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W7oz &8, BREFRENEERETH S
CEATFELER EERZ 72,
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BRI TEIT E N TR Wz T ¥ Ty Ak
WA, L OBAEBRAMS ERRIZAT O A R
POV ZIREDRATENT WA, 2504 Fad
T E 2 WIGERIPNEO A IC%REZ a7
) yREFE, MRS AT S LT
. FETHEE LT, IFN B #ANI A MS
T TITb 2T v ¥ 2L B T
FRNEATE X N2 H P NEMS TIZIFN
B A DO EDOKFEL T ~ ¥ AL R
TREN TV, FOKTIZ/REMS~NIFN
BHIBIL S EHENTEB Y, KFETIF20174
W HARMREFERIR L [ 3MEMALE - #
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T, HRTPHHEE LTIFN g #H) 2/ L 3%E
BICHERBMOUEZ RO, ETOMEFTEE



=1

(/N #E100%

R
)

1 FTMO G

kg ® K e

fEflz 14 9 ﬁﬁﬁgﬁiﬁéﬁ)

fEE3 18 6 Ttk 5%;?%
REBHER RIS ol biiE L. — AT

Ramanathan 5° 1%, HMOG kR MS ~ 0
FHIEETHEE LTHT 7 7R ¥ 4 Julkb
NMO FfEA 710 A N RIS o % #
&L, PSLjE MO HIETHIRET 2D H
% & L7z 1T, IFN B BH OWBHFNRIE 5512
RIFE N CnAwnE Lz, REFTIE LY, F
5T B & L CPSL AR & 4F DL Bk #se L 72 2%
WET L \ETHEE L. RIEOERHICBIT A
75 FH = PSL & 8 N il R S 1 il 1) o0 B e F %
ZHEL, IFNBRAOEHPKILDOT A K74
YTHREINTWE I ERDL, RiE~DOT45

At L RE 2572 ETIFN f 3B 28 A L 7.

IFN B 5% B 413 PSL NARIE T 14 & Fis % 410
HTETWn5D, F72, YR CIIARES % &I
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