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Clinically isolated syndrome

— 2 FEVEREAUIE N O T & R REE AR A O Bl i —
il ER

B ML (multiple sclerosis, MS) B&® 85% (2 clinically isolated syndrome (CIS) &FfR&h 3
BRYIIE—DEKRIERREET 5. CIS BED 38~68% (FEEFRHIICHERE %L MS (clinically definite MS, CDMS) ~
HETS. 1>4—7 0> B(interferon B, IFNB) (£ CIS 75 CDMS "DEE % 44~50% HEICHHITS. L
L, CISOITNTOIEFIIN MSANERTIHITTIEIEVWZ ELS, MSUNDEKEZRI U /-1£(C, CDMS NE
BT3P EVWERDLNS MRI TERINS MM S ORFRNS YN & EH 5 h, McDonald Z2HEAET MS

EBHITE 5 CISBEY IFNRAEDEICE LB EEZS5N 3.

(B ##% 2011;51:179-187)
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FUBHIC

MS EHEERNCHAE L, BB ERLSTREL & 2L, &
HOHFEGERCHAAEFICERRBEL B XTI WSS
5. MS i H OSBRI X B AR 18 1 2 v B
WIRETH D, IFNB &\ o 72imREEHIR D (disease modify-
ing therapy, DMT) i AiZ MS O EHIMY 7 B 5 k4%
REBEEDEITOMFNIRI RN D L Z LBV DOHhDT VT 4
1Lt 3% (randomized controlled trial, RCT) T/RENT
WD

MS BH 1 CIS & FERR S N5 Bl — D B BivE e IR T 38
SET 5. CIS BFE D% 1%, CIS IZHev TRBITESE R 2 B
L, SOZFEHOIE Y — PO U ZIEH WICIZERRI I HE
47 MS (CDMS) & ZWixn5s. IFNBIZ CIS #* 5 CDMS
~NOEREAICHHIL, & 512 CIS ORI 5 IFNB % B
TGS % &BE L THIET 20 L ¢ 5T CDMS ~OiEJE %
HREICHHT S Z EARENZO0, IS DRI, Bk
TIE MS 2R % CIS DBHEIIKN T HiR% & LT IFNB-1a
(7HF v 7 A% LIFNB-1b (RF 7z v®) AT ENT
BY, BRROL  OMBENREAZ O L THFREZRGT 5
TEEFELTHWLZYY L, CISIZBITS IFENB OAR)
BATREN TV EIZH Db 6T, CISIZ LTI DHE
HELHBVDL I EIZHERNTH LD, AT CISONS
MS ~OERE TR OIRIE L MS 12t L THEDLPE TS b
B ENTEBME—D DMT Tdh % INFB @ BIIHIZ OV THE
HT 5.

Clinically isolated syndrome (CIS)

MS R B SRR D B A%, MS O 85% 13 HBIAIRE, i
T BCB B CIS & IR & N5 AT B — o itk
SERTHAET 5. CIS 1Z MS & ZWT X 5 W0 7% 2 A
FEPEIIZ D MRI EH B 50T <, MS DAk BAS#Y) 2
WA ETHRAENTVWE I BRI RTH B, CIS 13
RIS BRI D 2 WIZL HEREO D 023 1, MRI
FCISEGEE RS DB DE LV DS BT, LI
ORI MRI TERERHMESA LD LN BBE DL LI,
CIS (2 fe\ T i 1al H oo BEBaPEAE IR % 389 L CDMS ~ & e g
5.

Radiologically isolated syndrome (RIS)

Radiologically isolated syndrome (RIS) X MS Z/RIE3 %
MRI Fr i i3 2 BEER O BH L EFR SN T2 (Table
1)®. MRI ® Barkhof 2#"Y®» 4 JHH b 33HHE L L2 G723
RIS 3 41 b o> 24 B (59%) ASHhyefifi 2.7 4-C MRI AL
DOHMITHA SN, RIS B 30 Bl 10 61 (33%) A3 yefiti
544 TCISF 7213 CDMS I # ) L 729, F 72, Barkhof-
Tintoré @ MRI £ H#2 % i ) 3 2 HYEAE IR O RIS B 70 #1
th 2360 (33%) P 234ETCISNERLAY., 2ok
WCRISEZIZCISH 2 WIZCDMS~NERT LY R 70D
5.
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Table 1
WX DEIH).

FRER#EE 51%3% (2011: 3)

Proposed diagnostic criteria for the radiologically isolated syndrome (3

A.

RIRITERR S N7z BUF @ MRI JEHEIS S E0T 2 1 VRS O AR

1. Rz, ET e, IEOBIRI T — 2k H
2. 3mm %z % T2 WG 5T, 22HN%IETED Barkhof 26 (4 HH o> 33 H DL

L) &y
3. AR AE L A W EN A

TE OO W

Jlii MRI 8 E P MBOREZ BRI TE 2

WHE L, BT B AR IR O WA C &
MRI #2440, WD 25 i3 S HRFEO BRI & 272 BEfk R CRiB Rk 2o
. MRI S ASSEMELA, i 72 30E00C X B I R
MRI Jt 25 leukoaraiosis Bk % & F 2\ A2 A ERE I 5

TH\»

Table 2 Baseline characteristics in long-term follow-up studies of CIS and development of clinically
definite MS, stratified for baseline MRI findings.

CDMS ~iefg L7284 (%)

3 e " CIS ® HAEK NESBETY
A ZER R e L) | FHMRI | B4 MRI
Fisniku et al, 200827 RE* 107 20 63 21 82
Optic Neuritis Study Group, 20082 AR5 389 15 50 25 72
Brex et al, 200222 RE 71 14 68 19 88
Optic Neuritis Study Group, 200323 AR 388 10 38 22 56
Minneboo et al, 20042 BE 42 8 62 24 72
Tintoré et al, 20062 wE 156 7 42 9 60

FHARE S, EERERE, RS &

CIS 5 CDMS "DERBND U XY

CIS B % SF3 7~20 F B L 728785 5, CIS BE s
MS ~HEJRE T 5 EI 413 38~68% & it S TWw B2 (Ta-
ble 2). CIS % 107 #l% RWHEHF L 7228 Cid, CIS BH®
CDMS ~DEEHRIT 1 4ET 19%, 54ET 43%, 10 4T 59%,
144 T68%, =L T204ET63% THHY. MS HH 1844
Blo 2k — M T CIS FHED & CDMS ~ 0k J o g
HIZ 24E L MBS N TWAED, LA L, CIS D&flh MS ~i
BT HbIITIRRVDT, CIS*#ELEHFO XY EHED
BWFHRTFHOFMIEORRIZD o & dHRZ2 2T 5 W HeE:
AEVBRFICHE L2 > T DMT AEZE/THZ LN TE

Xk 5.
1. CIS 235175 CDMS ~D R R W & O AT % FHI$
% BRI

CIS IZB T, FHERAE, HIFDSEEIAEIR 2 BT HE O
HIEZMS~DHEREDY X7 255w <, —77, MFEPEERERD B
HIE) A7 MDD ARk A B9 % CIS 1L, CDMS
NOERAD R NE SN TWABEYA, Th3HAREZ 2T
% CIS B, hosEikx 29 % CIS BFIZL BT, BT
MRIEHEEZEH T 2EHEWL VT2 THBY. Lizhs T,
CDMS ~O# 121, CIS ORELMTIEAR L, "= T4
Y OFH MRI ¥V EETH 5%,

MHMS IZBWTHEEEO FHREAROER L LT, HHl2s
Bk, WIFEEE (CIS O ) OFREERMAE N &, EEHEIR

R /NRREIR CHAE, #)IBIFEVEDSAGE 42 7 I0AE, ) [0l 564k O i
EVEWI L, ORPLHEE TCONMMMBE L, RO
2MEM B HVIE 5 EMOBFREHNL L THD, FHRE
FOERE LT, HAREOAERT LB & A BIZHE)
&%28)29)31).

2. W MRI TA LN LIHEHE L CDMS ~DHERED ) A7
CISHEDRMD A XY kO T 50~80% D 3% A3
BMRI THIHEZ A LTB Y BIEN R EEIHEE 2L Ty
5% afx— MFRIZBNT, ThHOREOFAEIIRRD
CDMS ~DiEjE % T4 5 Z LAVRENT WA, CIS BE%
7~20 4ERTEH L 72F%ETIE, MRI BE 2455 CIS BED
56~88% % CDMS ~i#E L, ZMIZx LT MRI AIEH 7%
CIS & Tl 9~25% 7% CDMS i3 %% ~2 (Table 2)
CISBEDNR—Z2F5 4 VIEEOMRITA LN HELK L
CDMS ~OEED Y A 7 L ORICHBENH D, WELA LN
TWIEHVICIE CDMS ~DOEREOEA1E 9% (O — R,
DTHo7ens, 1~9EREEE T 5I1EH\VITIE 33% (¥ —
R, 34), 10MEEL LWHEE T T 51 EHVITIE59% (N —
NIk, 92) EEHETHo 7%,

3. CISHEEIZBIT S CDMS ~DO iR % Fill$ % MRI %
i 2 it
CISHFZIZBWT MS ~0itJE % Fil3 2 MRI i kit
AR STV 5 (Table3). #HICHE & hiz4 >0 MRI
Wi HHE D CIS 7> 5 CDMS ~D 3 % T3 5 PEfE O 5FAfi
(Table 4) T, Paty 2:#£% & Fazekas F:#E 1%, [EJE 86%,
FILEE 54% L E—DRERTH o7, TR LT, Barkhof
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Table 3 Diagnostic MRI criteria.
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MRI # I 2 1

RFA REE

2% F b

ISR 2 561

Paty

Fazekas

Barkhof

Barkhof-Tintoré

McDonald 2005

Swanton

Paty DW, et al, 19883%

Fazekas F, et al, 1988

Barkhof F, et al, 19979

Tintoré M, et al, 200020

Polman CH, et al, 20059

Swanton JK, et al, 200637

AROHHEFE 721 L 3EOWET, 209 Lo TEIZME
JE BRI B

3MHOIHET, DTORHNE 2HEZ 5T

-7 Y NTRHE

- I 2 ] D S

- 6mm % WA B IEE

LIFo 43HH

IR NOR = A AW T
1D v N TR

- VDL o B BT e
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Fo43HA

S TEPL EodER SN E E 7213 9 BILL Lo T2 ki
1D EOT VN TS

- 1D, o B B TR

- 38 DA b o i 2 PR B

PIFo 3H LR

1ML o ER SN BHHE 72X 9L Lo T &5
I

S 1TEELED T v b RS

- 1R DL b oo B R R

« 38 DA o i 2 R B
AHOFERHFHIIZIWMOT > F FRHREEAZT I &
MHTED, 1 HOBESNL R 1 HoEE S
NOWIRRE AR T LN TED)

VLR 2 AL R 1L o T2 553

- b0 2 JE P

- BEEET

CFYNF

- Kl

Ol B A 38 0SB OE B O 7 > b T 9% B B4t
BB 5 0 JB A VA P 0 F R B BRAL)

UFowghne

1) WIEFETED S 3 4 A LIRS,

LZlb
2) WIFESED

) Il FE A
I VANS 5 Y BT

30 HLBEIZHis S 7z MRI

EHBLTH L T2t

MO MRI A5 37 HRICHGE S e

MRIIZBWT

TEL E OO T2 i

Table 4 Diagnostic performance of MRI criteria for clinically definite multiple sclerosis.
. . CIS 5 CDMS /\04)5&.?5@ " N Sensitivity Specificity Accuracy

MRI &5l # i TRk RE & B L 725 S D56 JEBIE | BRI (%) (%) (%)
T, FEE ° ° °

Paty 86 54 64
Fazekas 86 54 64

Tintoré M, et al, 200020 283 71
Barkhot fntore A% et a N 15 85 72
Barkhof-Tintoré* 73 73 73
McDonald 2005 \ 60 38 76
K, L 2 38) *
Swanton® * * Swanton JK, et al, 2007 34E 7 87 81

*Barkhof-Tintoré #&#(2 5T, 4HHP 3HH ZME T 21 3H

*ERRIN S RE L NS O LR G

T L 72 R A

# %% Swanton FEHEIZ BT, BEHIAYZ SEME 0 L #EDS Swanton 5 D 3T R4, [H)E O MRI OB 2 BER 7%

<MD MRLICBWT 1AL EOFHO T iiHe | 1

LM RKEE 45%, FREEES5% TH Y, Wi 2HITL BT
JEEAMEA > 72, 22T, Barkhof K#EIZBWTHEEND
WHEZ OO TR HITMC 2 A 2 & % W HELIC L 72 Barkhof-
Tintoré ZEHEVIZBWTAHEH 3HHE ZME T 21 XH VA
JEPE 73%, SFFLEE 73% C, Barkhof 2R#EIC { 5 R TKED
BWZ EAURENTz. EDOHBRICHIE S 7z McDonald #Z#i 2k
HEO 9 7 2 @ CIS O Wi D 22 [ 19 % 58 4 O B AL Barkhof-
Tintoré FE#EAFRHIN TV S

EEINTWDS

¥ 5 2%, McDonald ## % X ) fif %1t L 7z Swanton
HHEDURF SN2, It O MRI LD 22/ % 551k & BER
LSO RE % A8 A L7237l (Table 4)* Tix, CDMS ~®
FEJ 2R3 A 45 5L 1X McDonald 25#75 88%, Swanton &
A387% LB <, IKPEIX Swanton H£H#EAT 72% T, McDonald
FHENT60% TH o7z, TD X 9HIZ, Swanton Z#E L McDon-
ald HHEL ( GRTREERRELEL) 2 &L HE
THhb.



51 : 182 ERRMEE 515375 (2011: 3)
Table 5 Comparison of efficacy results from the early treatment studies.
B (N) R Bigt COMS Okt
AR BB i BEE M | sl MR A =
IFNB/ 7' 7&K | ZFMHE* YT 5P HxE ) 22
IENB | 7741 (g50, falx 1)
CHAMPS® IFNB-1a 30ug 193/190 30%* * 2 1t LA b o> JHE i A P 9 B 34E 35% 50% 0.56
W1 el fTE (0.38-0.81)
ETOMS? IFNB-1a 22ug 154/155 39% 3AE Lo R 24 34% 45% 0.61
W1, K E (0.37-0.99)
BENEFITY IFNB-1b 800MIU 292/176 47% 2 41t LA b o> e A P B 2 4f 26% 44% 0.50
FH, BT (0.36-0.70)
FEBEOT—F (FEHEE T T ER)  FEEEYIEEEE (functional system score) % b & IZ4ME CGCHA Y X D 5H)
4. BB MRI TA SN B REDOEK B L At & R0 &k
REBEREE L O CIS IZX ¢ % REABREDIRHEL

CISEBEIZBWTMRI TRENLER—=ZAT L Y OHED
BEHRITEDOBROBEBOMATRHREEREE LT 5 2 & 28
MEXINTWDS. CISEHIIBVWTR—Z 51 YO MRI
L 20 £ O B IRERERE S & OMICHBEYH 27, 85
12, CISHFEDONR—Z 5 4 Y EEDFEE MRI ® T2 9% 4 0 K
BLOWH O 5 ERB O TR HEOERE DZEALHT 20 SEHE O H1K
FERERSE & MBS 5 (M & b p<0.0001)?. TD X HIZN—
A5 4 ¥ ® MRI THith S 295 H13 CDMS ~O A % F
FTHDARTERL, HWEOEB X KD D% kAR
ELHBETLIEIREINATVS.

5. HAFR MRI TA b1 5 i ZEHi & CDMS ~OHERE D) A
7 B LR O D ApEhEREE & OB

CIS ¥ % 6 EMBEI L 72FZEICB VT, X=X F 4 ¥
5 1 4EH DR D ZEALER 1L CDMS ~D A 8 % s LTF
AL 722, CIS B#E % 45 20 /-8 L 72 & & A, MS N8
L7z BRI S RTIKHBEEM & AEEHIA RIS A
S, IKEVEEMDP AN L ) W TH o720, MS ~HER
L72RBHFICBWTOKHEZEM IR AEEE (expanded dis-
ability status scale, EDSS) & A& IZHB L7225, HEEMI
EDSS E AEICIZHB L 25720 2D X 912 CIS BF I
BOTHIKAEIRE AT 7 By AR RE R = O E 4 g g
WNfenblEZONTHWS.

6. BiA Y TrO—F NN F

i+ ) 79— )32 F(oligoclonal band, OB) ® CIS
1B B PERIZRCK T 46~75% TH 5. OB DIFEFE
1 CIS 2° 5 CDMS ~O e & FEE A IS R RIS Tl 54,
CIS ##& o OB Mthi%, BHE MRI 2B ) B mHEOLFTE & 134k
LT, COMSA~ZWT Y A7 & 17 A EICHD 729,
MRI TIRHEA W CIS BF 2B VT, OB Mo B#H1E 4%
Y CDMS ~NZE it L 7275, OB [k o B %13 23% #% CDMS
ANZEH L. T X )IZCISEHAICB VT, MRI TREDE
WIZHWIZ OB Btk 12 CDMS ~OZE# %2 Fill§ 5 72010
HATHhrH®.

1. MS TIRMWHIFARN IR A SREHESHA LN L

MS (2B} 2 R REE I AR AR 7 B R RERE 55 0 T 2L 2095
PRI D ZEPHL PR o TW AR, ZOME
[EEIZSMEIERETHETH ), BEHRERLEERET
LD AHBETH B, MSIHHEIT B\ THRIEMMILEMIC
R FEEDIFIECH 5 amyloid precursor protein (APP) B4
DEMFEB B L2L 25, ol bEHKD APP Bkl
BIER 1 EUNORIICRWAZ s, X IBWEEOME
R R 2S 10 F UL EOBEITD A LD SN TV EY,
O EHIITMS DT I HIMREENERT L7012,
WRARET LHEBEITELLE) RSB EI NS
RXTH5.

2. CIS 2B 2 IR MRI TH 5 1L 5 fxZE i

MS (2B CTHNZEHT IR RE O BIER N B 5 7k AW 70 g il %
EEL KM 5 EE2 5NTEY), MEMIREETORE
HEMEREEE ShTwad, REHIE, MSORBIA»LAEL S
L&, CISOMBOEBISLBELL I ERENTWY
5% CIS BETH LN BMEROMEITIEIAN FY =7 4 (ga-
dolinium) JEH 95 5 TR & N D IHEIPESIE & BB L T 2%,
O HIIIMEMIZCISIZBVWTOHRENT VS Z END,
NIRRT S 2 2 DRI SEE > T b
CEARIEENS.

3. CISIZBIJA MR AT POAIE—T/RENLMME
[

MR A~ 2”7 T 2 2 ¥ — (magnetic resonance spectros-
copy, MRS) # b HWT, MIRBEDIRE TH % N-acetyl-
aspartate(NAA)/Z L7 F = VB LTWDH I A, F
WMSEZORE & H12, CISEBEDEMD 5 \WIidilHE o
MRI 7% ECREZA L O WAMAE (normal-appear-
ing white matter, NAWM) ICBWT/RENTWELD®  F 72,
MS R L7 CIS BFIZBWT NAWM O NAA ODFED
ETF25ARBNT=D, MSNERL 2d -7 CISEETIIARE
DIETRASN L o7, 20 ki, REETRIND
NAWM 128 2 BB O & S 25 CDMS N0 JE o
BEE BT REMED D 5.
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Table 6 Comparison of efficacy results from early versus late treatment studies.
. e BRI E L 77RO | 728 Lo CDMS ~0iE R
; : BHE#E (%) * BEHE (%) % | #5000 ﬁ e il EUHARE | JRIEETE | MY A 2
CHAMPIONS® IFNB-1a 30pg 100 A (52%) /103 A\ (54%) 2947 H 5 4F 36% 49% 0.65
B O 7
BENEFIT #k#tatr'® | IFNB-1b 800MIU 235 A (80%) /123 A (70%) 24 5 4F 46% 57% 0.63
b, R

* kAR D BEHEBURCT D BEE

CIS (x93 IFNB DEXM

1. CIS % ® CDMS ~OHEJE K3~ % IFNB O3l h
(Table 5)

YA MRI C 2 DL L O ERERE R E A A S B CIS B
IZBWT, IFNB-la (30pg, & 1 ImIfGE) BiZ 75 L REEIZL
5T 34EM OEILEHI T CDMS FEE DRI VU 2 27 5% 44%
AEIAET L7z (p=0002) (CHAMPS)®. Z 72, HH# MRI
T2 UL L O MEFE YR HE AR S 5 CIS BHEIZB VT,
IFNB-1b (8O0MIU, FEHE TE) B 75 RHICL HRT
2EMOBIEM T CDMS ~NERE T M%) A 7 5350% A
BAZWA L7z (p<0.0001) (BENEFIT)®. 2o & 912, MS
WZxHg 2RO IFNB-1b 13, %Y A2 ® CIS BEITR LT
CDMS ~DEJE % 44~50% il 2 Z L AVRENR T 5

BHES MRI C 3L O FVEIRED A SN 5 CIS BHIC ;ro
W, IFNB-la (22ug, #8 1 ME FiE) 1379 R BT
2 SEH OB T CDMS ~DEJE % 39% A EIHH L 72
(p=0047) (ETOMS)”. ETOMS 25 Tix, MS (2% L TRk
TRETENTWLIFNBlaDlEH RO /6 DEKMAEEZ D B
WTWwW5, ZOHEIZHEBEMAE MS (relapsing-remitting
MS, RRMS) (24 L TIEHER TH Ao 7259, CIS %> 5 CDMS
NOEBIKH LTRENTH 722 25, RENGHROHH
MEIHRHT IR THLEEZOND.

2. CISIZB1F % IFNB O RIHH & BEHEHRE L < 572
W% (Table 6)

CHAMPS ERIZ 35\ T, IFNB-la 3% 5- & h7- % % 5
BHREE L, 24 EICh72o TS IRk G Shiz i
HRRIERHREE L, ZOR%RICAERIIH LT IFNB-la &%
51U, EEMikbaAlE i L 72 25 (CHAMPIONS)?,
IR BERS IR BRI 55 4EH O CDMS ORIED
35% B EHH S N7z (p=0.03). F7z, BENEFIT #Eriz O
EHVCIEEMMRERERICA D 5 v 7 A b# 5 SERERR L 72
L2 A, a5 IFNB1b 25 SN/ RENGHIEIE, 77
R % 2 EM P55 IFNB-1b D% 5. % Bilts L 72 B IE A%
12 5T, CDMS ~DHEEDOHIF ) R 7 H337% AR\
KT L7 (p=0003)?. ZdXHIZIFNBIZ & BiE#E% CIS
FAEMINCHGT 2 B HAEIC L), BMEBWCHEEZH
UGS BBILHEH E { 5X_T, CDMS IZH#ERT 5 X7 DMK T
THIEIRENTVE

—7J5, EDSS ® #4713 CHAMPIONS 3Ex T3 5 Hl G # ik

CBIEREE L OMICAERE I R h o7z (p=073)Y. ZhUC
% LT, BENEFIT skfistBr &, T iAMERE 3B iR &
{BRT, 5 ¥ 24L# 34ETIZ EDSS OHEITFOAMK 1) 2 2
H40% HEIET L7z (p=0022) #%, 55 2 LHES54ET
BHNY 27 % 23% KT &P EETIER»o7 (p=
01770, Z D X 9512, BIIREED CDMS ~DO#EE DR R ITE
HNCHRE S 25, B ABERERT E O AATIIHI R I RN I3
WL eholz.

CIS B& (XY % IFNB BEDEE

PR R IS BT B R R B L CIS B2 o 4 U
BRI ORI ELZ 5.2 52 EATRSNTW LY, Mk
BEEDSHE T ARTIC IFN & Vv o 72 DMT % BT 5 2 & 2%
ORI R EEE S L BRETHIL, R oS AR EkREE %
BIKS A REMEA S 52, CIS 12§ 5 KRR IE 2 5 28
HETHHILZRLTENY, HHORM X ) W25k
WEBRBTAZEDNLVARTH L Z L Z2REL TWBHY0,
% 7z, IFNB OEERIFIL, CIS 205 CDMS ~0 it B % 1] 4
LREDTi A RRMS BEOHREWH T 288 L0 b —H
LT}\%‘ Wy : k %)s‘ﬁé n-( V\Z)DS)GWMBIBS)M),

LoL, TXTo CIS B#F A CDMS ~NH#ERT 5 b id %
{, F-IFNB B R CTHTPRREELZ2EELH L. 22T
CIS 2§ 5 IFNB &%, MS S OERBZ BRI L 721212,
CDMS ~NERT 25U 2 7 EwE Bibh s MRI T2 W%
BB X ORI Z DA E © 5 McDonald 2 W 3k #
TMS LHBWTES CISEZEYICBWTHENE 2D LER
bMb, T, PEIEFIIEED CISEET, LIEHR
T HE O BE L ME AR T4 % BBFICB W T IFNB iG#E O]
REVED D 5.

CIS EMRMIEBRR H 5 VL IIBFER & DR

MS 1253 2 ARMEAHEST LT 5 IFNB 1, HAREH
4% (neuromyelitis optica, NMO) & % W I BEH IS MER) T
HHIEY P, I LR DH ), NMO R BIEE O 8
MEEETH 27, PR RCHEBTERFEK L Vo 72 CIS
X, NMO & % WIZBEIHROMFETH 5 RN H 5%, & 2
AHRCISBHEICBWTNMO & MS # IEREICENT 52 &
BHEETHS. ChH5OENOBMNT, S, HObk
it - O MRIDPSHHATH 5. WEOBRELD 5\ IZHERT
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PEHRHEE & Vo 72 MS IS 2 3 2 BV TR Y
WZHT 7 TR v AUk HIE L NMO ZBRAMS 5 LN S
5.

BHUIC

COXIHIITCISIZTBVTIZREIZW - RUHREIL TN
5. LHL, CIS OEF2IFRMIC MS LB S b biFTid
. £ ZTCIS 2 & CDMS ~H# g 5 5 1EHf 7 F H1id CIS
ORWEFELTREICT . L2 > T, bo L b RELZIT S
TR B WEE IR S E# > TIFNB iEE L v o 72 DMT
EEMTAHIENTEL IR D701, CISEELE
FIBIT B MSAOEED Y A7 % EREICFHNT 5, X015
OV TF BT OFMEO BRI YFENS.

A K % AR 12 McDonald 7 W 4 #E 0> 2010 4F S 3T Wi s
online T S N, ML FEME & IRTWE 561D MRI W
HENYETEN TV LD THME N2 (Polman CH, Rein-
gold SC, Banwell B, et al. Diagnostic criteria for multiple scle-
rosis: 2010 revisions to the “McDonald criteria”. Ann Neurol
2011; accepted manuscript online: 11 Jan 2011).

BEE AR TR L 7oF 98 0 — 38R AL 7 ) A FLE R S B R B
& (BRSSO NRAT 783 3E) [ S0 VAl R IS B 9 2 SR A8
PEIMWIEEEE M M) OBz

X ®
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Abstract

Clinically isolated syndrome:
prognostic markers for conversion to multiple sclerosis and initiation of disease-modifying therapy

Tatsuo Kohriyama, M.D., Ph.D.
Department of Neurology, Hiroshima City Hospital

Eighty-five percent of patients with multiple sclerosis (MS) initially present with a single demyelinating event,
referred to as a clinically isolated syndrome (CIS) of the optic nerves, brainstem, or spinal cord. Following the on-
set of CIS, 38 to 68% of patients develop clinically definite MS (CDMS). Clinically silent brain lesions are seen on
MRI in 50 to 80% of patients with CIS at first clinical presentation and 56 to 88% of CIS patients with abnormal
MRI are at high risk of conversion to CDMS. Axonal damage, that is considered to underlie the development of
persistent disability in MS, occurs in the CIS stage. Treatment with disease-modifying therapies (DMTs), that
might prevent axonal damage and result in slowing the progression of disability, should be initiated early during
the disease course. Clinical trials demonstrated that early treatment of CIS patients with the standard dose of in-
terferon beta (IFNB) significantly reduced the risk of progression to CDMS by 44 to 50%. After 5 years of follow-
up, the results of the IFNP treatment extension studies confirmed that the risk of conversion to CDMS was signifi-
cantly reduced by 35 to 37% in patients receiving early treatment compared to that in those receiving delayed
treatment. However, not every patient with CIS will progress to CDMS; the IFNP treatment is appropriately indi-
cated for CIS patients who are diagnosed with MS by McDonald diagnostic criteria based on MRI findings of dis-
semination in space and time and are at high risk for conversion to CDMS. Development of more reliable prognos-
tic markers will enable DMTs to be targeted for those who are most likely to benefit.

(Clin Neurol 2011;51:179-187)
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