-I(] BERmRSiH
(Sjogren FEREFIE E)

BER - BRAEERSE AL - SRUBLECS > 4 —7 10> SRAIE
2
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HTBBEICIE, 12 —7 0O B(interferon-B; IFNG) (3 FRIRBSHEEE R E # RIFT B 0REMEN H V),
ZOERILERICRFTIVDENF, %5 (=K C1).

HULWTIE, IFNBIZRA £IEB T B RJREMEN H V), #HS5hE W (Jb—F C2).

BRE[REMEN H V), RS hEW(TL—F C2).

HWIFN PRCBESEL TV PSP EL>TWDH I END, SLE 8EH T3 MSICH L TIE
IFNg BB fTh V& S (ICBIBH S5 h 3 (JL—F C2).

cord lesion ; LESC) # 2 W IEE DR HEE %+ 5 HEIZ 3 H#EEHER (neuromyelitis optica ;
NMO) #3254 2 BRI T 7 7 7K > 4(aquaporin-4 ; AQP4) HiiADBIEN L £ N .

ZRMB{LEE (multiple sclerosis ; MS) (2 B & &4 B IR IR & (autoimmune thyroid disease) % &

BT 7 < F (rheumatoid arthritis ; RA) # & L 7= MS T, $5IEEMICRA DS X7 BE(C

Sjogren EIEEE (Sjogren syndrome ; SjS) # &1 9% MS (ZXf L THE, IFNG AL S|jS ZIEE X ¢

2 5MT 7~ h—7F 2 (systemic lupus erythematosus ; SLE) DFREEIC IFNa X° IFNS &L o 7= T

BERFEEZEH TS MSIZHWT, IHEEEB A 2REALERZ (longitudinally extensive spinal

=N =8
=

- BHRY

VIR AR SR & 7o 1R AR IR R B CRIER B G M SN T WD, MSITHEA
HURBR 46 %> Basedow i & V- 72 H COREVEHFUIRBE Y, RAY, SLE”, SjS” & wvo7-HE
RERBOESHIME SN TVE, MSICHLTIFNBHEEEIT-72L 25, AR
%% Basedow i & o 72 FI S ME R, RAY, SjS”®H % VI SLE" & vis 728
BURAER SN VI EBIRENDH H. & 51, BERHEHE MS 123 LT IFNB iG# %
Tol2e 22, MEOAHR LN VER R T L AR S NIHER D38 ), TEEH M
ENB LIk o7z W, SLE R SjS BLURA 7% L0 H OB B OWREIZ IFNa %
IFNB &\ o 72 TR IFN OS2 54 & % ) ' SLE % SjS B X ' RA 7 & OB 5
ZOBET A MS 2R LT3 I B IFN @ IFNB I3 BRI % B4 2 W B3 5.
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NMO 12 B SaiEtE FaR g A, SLE & 5 WIiE SjS & Vo 2 HOMIEEBE DA A S
NBEY LdoT, BEHRZEET S MSIZBWT, LESCL & 5\ 3 5o H
RS A1 NMO #8515 4 HBYTHL AQP4A PUKDOMERE T L5,

@S- TETZ
1. BCREMHRRIRERESH

MS B3 TlT HCREE:FIRERE RO S HEEIST IR THEICH W (ZET Y X
LAV IVD) P MS K-S % TFN i C HURBRBE AR T e & 5 W 13 R Al T e A
HER ENTEGIIREDH B (MFHE LT EF Y ALNLY) S Lal, 718 o MS M
FHaRWNRIZL72T v ¥ 2L ER (randomized controlled trial : RCT) IZBWT, IFNS-
1b % 800 J5 EIBSHAL (8.0 MIU), FEHE FiED 24 »H B OHEHEIET 7 R & R THIR
PRABRBESE A R X3, X O ICHIHRIE B CHURB O BE 2B T H HUIRIRRRRE R %
PRIV ERESN TV (ZEFVALRLVI)Y. 7272, HIRBEREREE ORI
IFNG G & ZBE L 2\ as, (R D 5 WIZTEE R OB AR B CHUROAFETE & B 5
HIEMNRENTVE(ZEF Y ALANNVIY, afk— MFETIE, MS EH (156 F) 12
IFNB-1b (8.0 MIU, K HE T iGHZ L AEMAT o728 24, BHEINIZ R THBER T
IRIRBERE R H 25 8.3%, HUARMRH CHUEA 4.5% L FHHICHILL 24, AEOHMMTIER
Dol wIHELHL(ZEF Y ALNLNa)Y. 106 Bl MS B# 2k L T IFNB-1a
(6.0 MIU, 3 1 [fE) & 5\ i3 IFNB-1b (8.0 MIU, K H i FiE) 2 & T 84 22 (h
JfE 42 DD AT 72 & T A, 24% (CHIRBEBERERE (209 B 80% A HARBEERRAL T
SE, 92% ASMEIEMETE, 56% AS—tE) AN L, 22.7% ICHIRBEHCRIERE (Z09H B
45.5% DSHUIRBRBRBESLE) 2 2 L, 2o OHIRIRBERES T @ 68% & 1 AFLANIZHHL L 72
(ZEF Y ALV Na)™. HERTDH 5 I iEH b o BRI B O 84 o (748728 IFNB i
WX B HIRI R R ORBUCAH ZICHEE L T2 (ZEF Y ALV NVa)™. IFNB &
JRIC X 5 FIRIRPRAE R =B A2 5 2 T & o TFAT L 7235 T, MS T HUIRIR B AE
CFIEAT1.7% (17/972 i), HARBRBEREJLHEREDS 2.3% (22/972 Hih) DFEILA A LTz
(ZEFYAVLNIVNa)Y, HBEHTICEH CRETER IR %D 2 W IZPUF IR E Chifk 2 A
LCWw2 2 LDV IFNB HHIC & 2 HURIRBEAE R O FAE ) 2 7 TH %, FEICIHFRRIIC
PLEVIRPRE IV F F ¥ 5 — ¥ (thyroid peroxidase : TPO) Uik 4% Tl IFNS-1b &H# £ IZ
P (75% )\ HURIMERERE O RBD A SN2 (ZEF Y A LNV NVa)™.

L2 L7255, IENBHETHS S N2 HREERR R E o KRBy, 3 EREETH Y, £
1 IFNB Ok DA B A b 5 F HARICER T 5 (ZEF Y A LNV Na)™, L Xk
W27z FARBE ARV E » O FTEEERPITIRBE OB G2 LB LT 56 H L (T
ALV NVa) A3, HUIRBEEAE S 12 IENS 2 vk L2 < C b @b imsasifg s 2 &
AW (ZEF Y A LNV Va)®. Basedow R M ORI B BE UESRE 23 FAE L 7235 &
W2 IFNB ik k3 5 LD MICH 5. LzdS-> T, HOREETREBYEEEEOSES
121E, MS O EJEER TR A2 REICER LT, IFNS O # HEICHE T 2 L ElH 5.

IFNG #: i 2 BRI % TSH (thyroid stimulating hormone) & HURPR R V€ » (3




B T4 - T3) ZWET 5. HHEETHC B OREEHFRIER B HIRE R T 2 H T 5561
VZRBERY 72 ORI O FHIE AS BT a0 Y, IFNS HE 1352 WA (2 BRI B R M AR 2 470,
ORI S O RIS O, EERVERHSEILETH 5.

[FNa % IFNS & \vio 72 T RLIFN (2 & 2 FURBR B BE SR8 O S B =+ O FERN IR S ¢
Wi, Lo L, I8 IFN GSREEEERTIC X - THORIERER 3 ORER T 2 583
THEEZLNTWAEY, &l HOREREZ DR HRIBEEEAS T RO T
R IFN o HURBMIL A~ O EBHIHI B EABE G- L T 2 WHEE DS 5.

2. RA&H

LR D RA DARHRRIZ 1% T, —F, MSOA#FIZ0.1% THb. L72->T, RA
L MS OEPEOWREEDH A%, RA & MS OAEOHREIIMTH A (ZEFT Y A LX)V
Vb)*™. 155 D MS D 7% 7T 3 HID RA AP (FHER1.9%) 25H b7z & v ) HiE A
HB(TEFYALNVND)®. MSIZAEPE L7z RA OEIFICHT 23 2.

MS 124 0F L7z RA IS L CTIFNB-1b %R TH o 72 L v ) 1 FIREDH % (=¥ 7
YALANUV)® =T, MSIZxT % IENS-1b i T RA 2345 L7225 1 Bl b
HH(TEFYALNVY)Y, 72, RA OFE & BEAH ST b HLA-DRB1*0404
AT 2 AT B MS BFICH LT IFNS-la Z i 72 25 RA IO % SR %
BEIELZZEV)WME(TEF Y A LNV V)® L, HLA-DRB1¥0404 & DQB1*0301 %37
WIEF2AET S MS BEIH LTIFNS-la # V72 & 2 5 RA Btk £ 5B i 45 % Fii
L7ty HELHo (8T ALV,

RA 12319 5 IFNS #E ORI R 2 Meid L7zl T, 12 Bl RA xR ICKKRA IFNS
D6.0MIU Z 4 A, 8.0MIU % 4 A, 12.0 MIU % 4 AI238 3 [}z Fik% 12 MM 4T - 725

I PR RIS B THEOBEAIAA LN TS (ZEF Y ALV V)Y, Zhic
LT, 22 Bl RA 126 L C IFNS-1a @ 6.0 MIU, 38 1 Wi % 24 AT - 7248
IA RCT TIRAMMEIIREN L2 o2 (ZEF Y ALV, £ 512, 209 Bl iF B
RA I LTA I bLFH— b (methotrexate ; MTX) 212 T IFNB-1a 12 MIU ¥ 721
0.6 MIU, &»2\Wx7 5 tRDM 3 EE FiEZ 24 BEAT - 724 TH RCT TIXARMEIIR
ENGro(ZEFYALANVID?, 2o X912 RA K LTI IFNB DA MR S
NTBELT, RAZAGHELZMS, FEIGEENIC RA OFY A7 BFIZBW T, IFNS X
RA BT LW REMEDD VIO SN,
3. SjS &f

SjiS TI& 0~60% 2 HAXFRERE E AR 5N 5% SIS ITHE S HliKREAE R 1Z MS (2 HBL
L, MS & OENHWEE2FEBAFIET 2. AELHRERT7T V7B THALRTS

DY, RIBIZBVT Poser DBWIFEHEIC 3T 5 MS Bk % 29 % MEITB VT 50% (6/
12 B & B WHEEET SjS E M S N7z & v ) D 5%, MS .o HrHE e b 2 %
o 72 SjS T, HUIIBEE DT 60% (12/20 ), BT BENE D 65% (11/17 Hvh) &
FEIZA S, BN HAL MS (opticospinal MS ; OSMS) /NMO BBl o FEG % B4 5 (=
EF Y ZALAVND)Y, #EEIZ, SjS & NMO O&MAHE SN TH Y™, $IZ LESCL %
£ 5 SiISI2BWTIE NMO NI LETH BY.
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MS & SiS OEHEAMEEN TS (ZEF Y ALV V)Y, MSIZBWT SjS D&
ERCK Tl 0~16.7% TH Y (ZEF Y ALARUVND)> | d5Ic— kST MS (primary
progressive MS ; PPMS) IZBWT 16.7% ERHWHETEERALND (ZEF Y A LN
VD)™, BRI AD—ATNCBT 5 SjS DAEHRRIZ 1~5% L ERTWDL I LD

2B 5 SiS OAPRHE, I PPMS I2BWT— i AL CTEMEETH 5.

IFNB-1a |2 RS EIF 7 MS 128\ T, IFNB-1a Bl 5 %12 SjS 2 F4iE L 72 RE B As iy
ERTVBE(ZEFYALANNVV)Y. F72, IFNB-1b ~NDKISAA R % MS 125\ T
IFNB-1b BIRAT%1C SiS ASFIE L 7ER (T EF ¥ A LNV V)V Cld, A7 a4 F7oL A%
P1%I2 7L F =1 » (prednisolone ; PSL) 60 mg/ H O#fEFpE ik # fdG L, D%, 30 mg/

R SN 12 A, BREBALN TR,

HAENBWT, WA L FIEN SiS # 4P L7z MSICIFNB 285 L7228 25 1 2 H
BIZEALD AL NTEBF (T EF Y A LRV V)%, SjS 24P L 72 MS TIFNB i A L
72 A DO FEFEASE & IFNB AR TH o 729EBI (L EF Y AL NIV V )b 5.

ARt 497 Bl SjS 12k LT IFNa ORIRZ#ME L7z 2 DD MAH RCT OF5R TIE, #
FIRS B 5 DA HT & IFNa (150 TU, 3 0]/ H T 24 5BR) {8813 SiS 2B W THRTH v, M
WA EICHLEL (p<0.0D) (ZEF Y ALY,

CHEFMIRIIC, SjS OFFREIZB VT T8 IFN OFHAL25EH ShTwa Y. SjSic
BOTTANWREG R I > THESNMERIRICBIT S 1T IFN O READRERE
WEHALT 2 2 EARBEINT VS, ZTORERE, MR Z EI2HBWT SS-A/SS-B Lvis 7z
MG A BIIT 5 HOHEDPEAE S, ZoPukiIEEE & A7 EBRGKRZ RS
. ZORIERAHRIE T IFN % B ICE A S8, HORIESAFHRT 5 £ 20N
TWh, ZhHEDZERD, SIS EAHET 5 MSIIH§ % IFNB #iEE SjS # M v %
RSB ), Bo sk,

4. SLE &4

SLE I2BWT MS 2 &6t L7ER (¥ 57 ¥ A LX)V V) > % MS Lo A f ks 25
ERTLEHAPHESNTVL (ZEF Y ALV V)PP 2 S oG CIEERIER S
MRI Fi A SLE & MS 2B L TH Y, Mg 0N LIZLIZHEETH 0, SLE I2fE-
7= MS BEDHFZE X lupoid sclerosis & RSN T W52, SLE 12 NMO O&HAH H (Y
FYALAWV)™, SLE OMFRERE LTNMO #2552 E0H A (ZEF Y AL AN
V)‘*‘“.

SIZx9 % IFNB #EEHIC SLE 2 % L72EfI G S hTwa (ZEF Y A LA

)7’ AJEHITIE IFNS-1a % B#G L T 3 4E%IC SLESERAFH L, IFNB 2k L7z & 2
%, SLE OFERIZTHB L7z, 20 &9 IR IYRGEA 5 SLE SERDFEHIC IFNS 2555 K12
LholzbZzoNhb.

SLE OJRREIZ T B IFN QBB S5 & % - T 5™, SLE BEIMF BT, 1
BIIFEN @ IFNa iREDS EH L THB Y, GBS EME T LRSI Tw L (ZE TV
ALV IVH)™. & 512, SLE BHHIMERICH T 5@ T o8, IFN Rl ET O
BHITEDRA SN TWE(ZEF Y ALV ND)®, SLE OHEIZBWT, 7R =V X
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SHI FEEC EDBE

M R OA%IR % & S SR A R B AT AR BRIl 2> & o T B IFN o A4 % 35385
5. ZoTHIFN I, & CREERMIE 2 e L B CROstE T Ml 2 i s 2 (e 5
YAV VD)W E & B B A EHEL L HOYUAOEAZEST L. COXHICTR
IFN %5 SLE O HERIEIGEOFEIIR G LTV B I EBHL IR > TWDE T &
5, SLE #4069 % MS I LTIZ TR IFN @ IFNB IV AW X ) ICEd S5 5.

5. BEMHKICNMO D&EHF

NMO @ 10~40% < H SR HIRB B, SLE & % Wi SjS & v o 72 HE s i
DEPED A SN B, Ltﬁof,%E%%%ﬁT%MSK%wf]Eﬁlﬁéwu%
FEDRNIBEE 2 £ ) A I2IE NMO 28505 % HiTHl AQP4 BUAOENE TN 5.
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BRER - BBILLEZREH

Feags - BRI

PubMed i3 : 1983/01/01~2008/9/30

Multiple Sclerosis AND (Connective Tissue Diseases or Collagen Diseases) AND (interferon-beta or IFN-
beta or betaferon or Interferon Type I) AND 1983/01 : 2008/09 [mhda] Limits : Humans, English,
Japanese = 28 -

PR EERR R 1 1983/01/01~2008/9/30

% 5P REALAE AND (B0 or A #Lfk7< 8) AND (Interferon Beta or 4 ¥ —7 = 1 ~ 8 or IFN-beta or
betaferon or £ ¥ ¥ —7 =1 »~X—% or IFNBor “Interferon Beta-1b"/TH or “Interferon Beta 1a"/TH)
AND(IDAT =1983/1/1 : 2008/9/30) AND (LA = HAGE, ik CK=1t b)=16fF
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I ——
BERBOXBMOSRUBLEIC (> 5—7 1O pRAED b

(3

FIRIE B D &[5 D SRR LIE (multiple sclerosis ; MS) Tld 4 >4 — 7 = B B(inter-
feron-5; IFNR) 13 FORIRERERE £ BB T 2 aAeEn & V), ZOER I ESE IR T ILEY $ 3 (F
L—FKC1).

FIRIE B CRALUSN O BEHAED ABEDISEIE IFNS DFEREEE L THLUY, +2EREFEM
RHLIZ VW (T L—F C1).

BERANBEDEE T, IFNGAERICECSHAONAKMO LAPECRBERENER IR
RBLERTIULENH 5.

BCRAERBEMED MS (CHWT 3HAKZ# A 5 RALHRRZ (longitudinally extensive spinal cord
lesion ; LESCL) 52 WIS EDHENEEZ 2330 2154 IC R HREEHER (neuromyelitis optica ;
NMO) #5854 2 BRI T 7 7 7R 1) > 4(aquaporin-4 ; AQP4) HiADBIEN L £ N .

MS BZFOIMIEHFICS F IE 2 ACHAIILBIL, ACY Ao IBIE I MS B Tidxd
IZHRTHEICEW. MSIZBF5 T ¥ ¥ A LH#GERE (randomized controlled trial ;
RCT)IZBW T IFNB IHHIE 7 7 € R E AT, HOPRR HIRIRBERE R 2 e 397, &
SACHUHIRER B CHURBE R PP O B E 2B T BRI B EE R ) v~ F1k
FRREZMP SRV ERE SN TV, TS LT, MS 2B % TR — MFZETIE
IFNB IGHHTIZ AR 2 & iE# &S s ICHUHTARIR B SR D 2 IS HUIRPR B RE S O 38
BNWZ % 2 LD ShTwa?. IFNB EHIC X 2 FURIBEE S E O BUC IR 5
Z IR O FURB E CRIERE O A RICBE L TH 1Y, 1512 IFNB R
PRI~V F F ¥ 7 — ¥ (thyroid peroxidase ; TPO) HiiABEYEHR Tld IFNB G HEI2E
BRI ORI AR B B O FEBIAT A 5N 7Y, L72A%5 T, IFNB {E# I H CPikA o
BHETIE, IENBBHEHILZ 0 B CYURDOHURG O F 52 B SR B o FE B 2 11 E5E <
BT 20N D 5.

@ TETCZ
MS BEHOMFHIC S F I 2 HCHASMBIT 2. Bk MBI, MSEET
13 41% (43/105 BlH) THFED 23% (24/105 BIH) IZHARTHEIZE W (p<0.01) (EF
Y ALAVND)Y. MS TS TPO Hifk (i~ 4 7 0V — 2 5iK) 455.7~15.0%"", Hi4
A ura7) CHEd 0~8.5%", Pilkbiftkn7.1~81%"", #i SS-A/SS-B Hifk, Hi) ~
NREPUR, YU ERRIIE I = a XVt F ¥ ¥ —EHifk (perinuclear anti-neutrophil cyto-




plasmic antibody ; p~ANCA, myeloperoxidase ANCA ; MPO-ANCA) B L Uz H
PR ALNG.

MS IZB1F 2 HikEHU R DO BHEE (22.5%) 1ER IR (7. 1% ) ISR TEBEETH 5 (ZE TV A
LAVIVD)Y. MS TH SN B AL & e, TR, KB X OREEEE & v o 22 EiE
& DRICEMEAA SN R WE W) WENDH L (ZEF Y ALV ND)?. HERARHCD
RIERB G EOHCHRERE 272 MS EZR LD HATHERE ZED LWV MS £ 25
EMHEICBEETo 22 2 A, MEMICHKNZERIZVWERESA TS (L
FYALNRIVNVa).

ZHUSH LT, MS Tid, BHH MRI @ T2 il EROMREL R, H1Y) ¥ TRETURG R
% (30/62 Bith) I X OHUHURIR OV F % ¥ 7 — BHUAR B (12/61 HlH) I2B W TH E
W oz (ZNZFN, p=0.045 £ p=0.044) L VI W|ENH B (ZETFT ¥ A LX)V
Vb)". MSIZBWT, ZhH0HCHARDPAMIZEEGEVE L B L CE#T 22 &
ARBENTVE (ZEF Y ALANNVND)Y. L72doT, MSIZBIT5HCHEOEWH
B, MSI2B1 2 BHIEOIIFRY LIEBEO L KL TW 5 L EZ BN TV,

718 B> MS B % R RIZ L7z RCT 2B W T, IFNS-1b % 800 /7 EIBSHAL (8.0 MIU),
B H Bz FiED 24 2 A OERIE 7 T 2R & AT HOHURR HUIRBRARRE R 2 1 S 3,
E S ICHHUIRR B CHUR R P IR E O B E 2 B W T HURIR SRR ) v~ F
MHEBELLEEFRRLE AV EREEINTVE(ZEF Y ALY, 7272, FIRERA AR
HOFEBUL IFNB IEFE & IELBE L 2 \vas, BT H 5 VW IZIEFE T o$9T TPO Hifk F 72 13Ht
A ra 7)) YHKROHEREE BT B ZEARENTVAE(ZEF Y ALV, £
7z, 156 o> MS B2 IFNB-1b(8.0 MIU, ki HE ) E# % 1 FEMfT-72L 25,
PR AR TR I FIRIR AR BE S 07 8.3%, HUIRIR B CPifhAt 4.5% & Hrslic s 8iAs
ALNIZD, HEOWM TGP WESNTVWE(ZEF Y AL VN, ZhiC
LT, MS @ a2 Fk— MFFEIZB VT, IENS IBHANC IS & ih# R i o§uHIR R
HOYUERD 5 W I IR RE R O BB 5 L ) i H 5. 106 Bl MS B#H
\Z%f LC IFNB-1a(6.0 MIU, 38 1 [E#5iF%) & % & IFNS-1b (8.0 MIU, & H i FiE) % i
BT A (P42 AT o728 25, 24% (CHUIRIREERER % (2D 5 5 80% 7%
HURBRARBEAR T e, 92% DMEAEREYE, 56% A5—Pk) 2SI L, 22.7% (HURBRE S5
RE (209 H 45.5% SHIRRBERERE) A2 L, SIS OFIRBERER T O 68% 13 14F
PNICEB L7 (ZEF Y ALV Na)Y. EHET D 2V IZEHH O PRI E Ok RE o
AAAEDS IFNB IGRHRIC & 2 FRIRERE R E ORBICABICHE L TW iz (ZE Ty A LAV
Va)’. F72, 31 o MS BFHIZH VT, IFNS-1b {BHEHTIC 16% A3E Otk HURR 4 %
HLTHY, aFITH TPO PkA BT - 7275, IFNB-1b BHEHT I2HL TPO Huikim %
TIZ IFNB-18 O 1 4E [ D B HE 2 BB EE (75%) 1 HUIRRASBE B O BB A SNz (Y
FYALNWNa)Y. Z0 &) BRI E CRENEFUIRI & D 2 WIZPUHURE E Ok
ZHLTWDZ EHIFEN GRS X 2 HURBERESR O FIEY X7 TH 1, FFITTHHEHTIC
P TPO HUikFGEH CTld IFNS IG5 IS E U IS IR R F o B A bWz (=Y
FUALNIVNa)Y,
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L2 L7%ah35, IFN #E Tl S N2 IR F 0% IIHEBMETH D, #60%
X IFN OHIEDOF A0 55 BARIZER T 2%, REITH ) FARE AV E » OHf
TR LR PRI OB 52 LT 0L H 5 (ZEF Y A LNV NVa) P, L7zdisT,
H O RBR B A PRS2, MS OFEREER PR ERAIICER L T, IFNB D
B2 HE RN T 2LE DR H 5.

IFNRG #3289 7z L% TSH (thyroid stimulating hormone) & FURERE R V€ > (3t
HE T4 - T3) OWESLEETDH 5. HHEHTZ TR E R TR RE R E 2 6 T 2561213
SR 72 FARIR O M S Z Td 0 Y, IFNS #1138 IS FURIRBE e AR 2 1T, I
R ORI RIS, ERRVEEBIZSLETH S,

Rk o> 718 B> MS BH 3R IZ L7z RCT I2BWT, # 35% OEBEDPUEHURRE LT
B o72h3, IFNB-1b @ 24 H H B OBHTIBEPUEO Y & i) & < F & 5 I %
DREBL DICHHEAS RV EAVRERTWS (ZEF Y ALV, 62 o MS B#
233 % IFNB-la 2B W T, PiEPURO A E L G % 6 2 H L 24 20 B B O BRIE
K2 MRIFTH L OBICHEOBEE oz MESNTVE(ZETFT Y ALAN
Va)'.

NMO TPk, HiSS-A/SS-B Hifk, HUHREbUE, 1) Y IREYUAE wo72HLE
PR E L ASNEY. Lizhi> T, HOHAEEMED MS 128V T LESCL & % W
DO EE 29 B 121E NMO 28513 % B THL AQP4 Stk oM ESL TN 5.
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PubMed #%% : 1983/01/01~2008/9/30

Multiple Sclerosis AND (Autoantibodies or autoantibody) AND (interferon-beta or IFN-beta or betaferon
or Interferon Type I)AND 1983/01 : 2008/09[mhda]Limits : Humans, English, Japanese =64 -

kR © 1983/01/01~2008/9/30

258 biE AND H E9ufk AND (Interferon Beta or £ ¥ % — 7 = 1 ¥ B or IFN-beta or betaferon or £
vy —7xzuaryX—% or IFNBor “Interferon Beta-1b"/TH or “Interferon Beta 1a”/TH) AND(IDAT =
1983/1/1 : 2008/9/30) AND (LA = HAGE, #iECK=t b) =131
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cetos
BEF - BRAMEAEE A6 L £ 5 RUB(LEICRmIFIE L B b

#eaz

ZRMRELAE (multiple sclerosis ; MS) Tld 1 > 4% — 7 = A > B(interferon-6 ; IFNB) &% TRIER
PERINZIEPHD. 22T, BEREAHLAMS ICEENHIECHSEEZERBL TH LU,
+2 ERERAIRILIE v (F b— K C1).

guE - B0
MS Ti& IFNB i T H O FRRE B (T F Y A LRV Va) Y, i) v~ F
(rheumatoid arthritis ; RA) (¥ 7~ A LX)WV)?, Sjogren IEERE (Sjogren syndrome ;
SIS (ZEFYALRVV) BV 4EHMT) 7= b —F A (systemic lupus erythema-
tosus ; SLE) (LEF Y AL NV V) 7% EOBFERFHBEINL Z RO TWE. 22
T, BEWEZ AL 72 MS IS 2 SRl o4 IS B 2 150 R ARILIE 7 v
A, EMIHIEOR G EER LT L.

PEs-TET X
1. HCREERRIRERESH

IFNB {HHEC & 2 HURBRBERERE 5 B3 2 i & £ & oo T L 7246 Tid, MS 1ot
95 IFNB #FIC & ) AR EREAR T IE DY 1.7% (17/972 flvk),  HARR B 58 IT A€ JiE A%
2.3% (22/972 BIH) DFBDA LN (ZEF Y ALV Na)”, EHHTC FH C 50 R R
KEAHLTVDZ EMIEN G X 2 HIRIBBREERE OFREY A7 TH L (Z T AL
NV Va)'? F2T, HOREN PRI R 2 AP L 72 MS ISR % e B 3E o A T
2B % T RHAARIE 2 WS, REIHIEOR G2 ZE L TH L.

LA Lad 5, IFNBEE TR S5 FIRIERERE O KI5 3 MEEETH Y, £
CIZ IFENB OH DA HEIZ A b 5 F HRICER T 5 (ZEF Y ALV V)Y, L EICE
BNTH72 ) BRI AV E > O AFERTTIRREDOR G 2 L EE T8 H 5 (T
YALNRVNVa)AS, HURBARRERE X IFNS i1k L7 < CH MYNIEES TR 2 &
LW (ZEF Y AL~V Na)”. Basedow i R0 S 5 HUIR IR S e O HERE 2S5 0E L 7230 &
2 IFNB#EZ TIET 2 BEDBHICH L. TNHDZ Ehs, HOREE TR B A0
DA, MS OHEFEESL PHREBENICER LT, IFNS D@2 HEICHRE T 5 LH
V5.

2. SjS At

IFNB-1b ~D FUS A L 7 MS (25T IFNS-1b Bita# 12 SiS A36HE L 72 5EHI T3,

BHEHIRA 724 ROV ZAHEHE#£ICT L =1 ¥ (prednisolone ; PSL)60 mg/ H O #EHEE
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FREEC EDRE
EEBBL, Zo%, 30mg/HICHE SN2 12 20HE, BEFALOA TRV (ZETF
YALNLVVY)Y,

SiS & A HF L7z MS ISH 3 2 Rz fifsE o A -V 2 il ik v, 22T, dficl
FEREE % Pk 5 72 SjS X 2 S HIHISE O R RIS OV T oHE £ DT ISRl 5.

MS BB O PR FRIRZE 2 9 SjSICB W THRITA 7 1 4 F3 (PSL 40~60 mg/H) ®
HRESHRE SN TVE (ZEF Y ALALY)Y . iR E 2 5063 5 SjS Tlaiki
MRAFTA R8OV 2 A F V7 L K=Y 1~ (methylprednisolone ; MP) 1,000 mg/H,
3HMICHI EHWTRIIAT A FE(PSL 0.5~1 mg/kg/H) D HEHEE TREIROYHEH
FDHONL Z EDLW,

HREAIRERE A2 G 0F 9 2 SIS IZBWTHHABIR A 7 1 A4 R FRAICOW TR
BEIRA T4 RSV AEEE 71K A7 7 3 F(cyclophosphamide ; CPA) 73V A
2(0.75~1.0 g/m*/ B) O HBB D 5N TWE (ZEF Y ALV 2B, SjS I
BOTIHEE) YNEOEIHENE W EBMONTWAZ LS, CPA OfEHICIE
EEFLETHY, MAELG L OV AFES LY R EhTwa?. A5a4 FT
HREZR)ETHEMHEEZ AL SJISIZBWT T F 4 7Y ¥ (azathioprine : AZT)
(100mg/H) & A7 4 F(PSL 15mg/H) OHHPHRTH - 72 1 Bl#iE2d 5 (€7
YALANNV)Y. CPA DEIER TR TE 2L Lo 2B E % - 72 SiS 1BV T
AZT(150 mg/H) L BOAT A FEOGFHAPER TH -7z 1 fllESH 5 (8 F v R
LAV V)Y BN RE S 2 M 5 72 SjS @ 1 BIIZ BT MP 73V ZFEEEICE 2 T ¥
70 AAGBmg/H)PAENTHo 72 WG EhTw5EY,

MS BiEIR %9 SjS D 2 BB VT, BEIRA 794 K79V ZAFREIIIEPETH -
7275, fadE s a 7)) v REEHERSE (intravenous immunoglobulin ; IVIg) (0.4 g/kg/H, 5
HED BSHRTH -2 I MEDRH B (T EF Y A LNV V)Y SR B % &
PEL72 SIS IZBWT AT BA FEIMEEALRES AR TH 572 1 fllE 1S H 5 (e 7~
AL~V

SiS = &3 % MS Tid, IFNBIGH#EILSS #HE XS5 EEENH 572012, SIS =&
PR L7z MS 23 % SRz ikl e o A7 P B3 2 140 2 B2 BEIE e v, Sey it
DG EEBLTD L.

3. RAAH

RA AP L7z MS IZBWTREHRA 702 4 F7OV ZREDHRTH - 72 1 Il 1D
H(ZEF ALV, IENBIGHET RA BFERK SN2 MS BEIZB W T IFNB iEH
XN, A b MLFH— 1 (methotrexate : MTX) (15 mg/#) D5 TR 713 L,
MS b BRSO N eV 1 HIHENDH L (ZEF Y ALNLVY)?. —J, MTX 12.5
mg/HTHEFE SN TV RAICB VT 34ERIC MS 2359E L7z 1 BIHE 2 575, ARE
TIE MTX 3 RA I L TRAEDD - 7295, MS OFIEIC IR ED R o072 (T EF ¥ X
LAV V)Y RA 24072 14 Bl MS 2B WT, RA WK L Tid 312 MTX (11/14 Bi)
THEIN, 2 OBFRIBEH RIS LTATa S, FE/4 R SHWSRTEY, MS
X U CTUEREISRERIR A 71 4 RV 263 (8/14 b)) TEHE S L, IFNB(5/14 Bi) &
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%\ CPA R AZT Lo 7RIl (2 2h, 2/14 i) b HwHRTwizE v
WEDH B, INSDOFEFORBIZ OV TS LW (ZEFT Y ALV, B,
RA Z&PEL 72 MSIZBWTIE, RA IZHT 2 ESHESEIN T a(tumor necrosis factor-a ;
TNF-a) [HEEDO A 7 ) F 372207 M MS Z2HESELWEENH
DR MS IS LawE ) IcEnsn s,

RA % &P L7z MS Tld, IFNB I& RA T 2 RS 5 72012, REHHEOH
BT 2 0 e BHERORILE 22 A%, RIEFIHIEEOR 52 B L T L.

4. SLE &%

MS X3 % IFNB #8312 SLE # #%38 L 72ERP MG SN Tw b (ZEF Y A LX)
V)", SLE ®J5REIZ IFNa % IFNB &\ o 72 T BUIFN 25 K 5 LTWwW b Z L A 5 A
Lo TwBP 2 EHs, SLE 2403 5 MS 12K LT3 IFNB BB IZIT bW X S #1o
bhb.

SLE % &t L 72 MS (2K 2 SeE B3 o 47 RIS B 2 53 v, 22T, Hificl
FEREE & Pk 5 72 SLE (S 3 2 REHHEE ORI R IOV ToME % D TFICRERT 5.

HFHE O HAKAFAEIR 2 > 72 SLE 128 L CRAROBITA 71 4 F#EE (PSL 1~2
mg/kg/H) F7213#EFIRA 7 0 4 K200 2 (MP 500~1,000 mg/H, 3 HIH) IZHEvT
BOZF04 FEEFHVONR TV A (ZEF Y ALV,

AT B A R RPN S B O AR 58 % 1 5 72 10 0 SLE (23 L TREARIR
CPA 73V 235 (0.5~1.0 g/m*/ ) A TH o 72 (L EF Y A LNV Va) ™, Mk
ko 72 3610 SLE 125 L CRE#IR CPA 79V 293 (0.5~0.87 g¢/m*/ H) AR Th -
72(ZEF Y ALY —), RS Z AL 72 SLE IS L CREHIR 2 7o 4 Fo5
W AFRBAT | & e S FEEIR CPA 7SIV ABMENH R TH oz b tishTwa (T
ALNVV)HITE NG OREED S, FHREEL A6 L 722 SLE OB IRk A 7 0
A 2OV A CRIIA L, #HIR CPA 7SV Ak G ke 55 1 g/m?) % 20 L7212 108
CZAFaA FBEEZ#kGET 52 LB bR Twa, FhlikEELZ S0 L72 SLEIZBWT
E XD RO X ) BN 2 RERNHBRESI RN FREUET S (T ALRL
V) AEREIR % P 72 SLE 12 TVIg(2 g/kg, 5 HM) #4To 72 TABIRL 72 (257
ALV V)P L R REIR 2 £ 5 72 SLE 12 TVIg(2 g/kg, 3 HHM) % HifT LR 2%
UHEPEON(ZEF Y AL ALV BEIRA T 1A B0V ZER CPA 73 A
ETHRUEDIE SN D - R EZ - 72 SLE I2BWTY v ¥ ¥~ 7 (# CD20
FR) DHERTH o 72 1 FIHED H 5 (L F v A LRV V)® | EiE O PR 9 % 1 o
72 26 B> SLE 12k U C LI EALFRE O HAlE 7213885 IR CPA 7SV AL A T o728 &
%, TA% \ZYEN A SN, 13% 13ZA 7% L, 13% ICHESAS N2 (ZEF Y A LNV
V)*. %8, SLEZHE) PR IROFREA SN L ZE 2 DA YA, C0X)H IS
B A 70 4 FERLGUEIMFIZESBIG & 2 5. L 2A%5 RV IREPURICHE
g B IRk & E 2 5N B YA B/ DU R ASEIG & 7 5.

SLE %z &63 % MS T, IFNBiA#13 SLE Z 3 X ¢ 5 iEMEA D 5 72012, S
IS DOH MVECET 5 0 2 BHERARILE 22 WA, SREIIHEORG 2 2B LT L.
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