FAGBRZM RS BIaMRES TR EEE (HEEERERRFEFE)
TVA AR OBEEY A NVARGEICE T 2MEN TR SHEMEREE

BEMeZa FEL) ZEMELEHFRATF FITELED
BB 2 i 2 0 1= 58 RS
B4 18E MR

M AE - EHER
M IE - BARE—

BBESTERAY - ESE - DRASREE
BRESTERAY - E2E - NRAERE
BBRSIERAY - EXE - NRRERE

MEREE @AM 2M47¢ (Subacute Sclerosing Panencephalitis ; SSPE) (X FRZ 7 A /L R 25 B AK
(SSPE 7 A LV A) DHFIEMBE~DOFHRERICEI VAL IBREVANVABRPIECTH D, REE TIZ
BRx RIEFRENRRZ LN TV D, RIBHRIBEEITRI I ATV, £< O SSPE 7 A1 VAT
MEBAOERIZEVERYANVAEZELATET, cell to cell IZHENRIERT D, Z ORYIT TR
AEAFERPEEREHZH- TS, S, BAEREBEUVA VA FEBEZEFT —7IZHHEAS
TFREGHR L, BB U A /VARD SSPE ¥ A /L AR S 2 HFEIHI BRI OV CFAE L7z, BB
7 A VA F EH® Heptad repeat 2 fHIk & EF — 71 I_XTF REAK LTz, —EIZIETF RoEE
ERETEATAHT I VBESZEALE, BB U A /LA (Edmonston #8) & O SSPE 7 A /b &
(Yamagata-1 #R) Z . 77— 7 BADIEICE Y 50%EZNIEE (ECso) 3R D72, 50% Ml 351 8 B
(CCs) ITMTTIETRMEI L7z, £/2. X — R~ U A2 Yamagata-1 K& BR S -BIMERET L%
ERL L, BTHONXTF RO U A VA EEZFTMLTZ, & L7Z27F KD 95 5 Eomonston K2 5%
4 ECso 1Z M1, MIEK, M2, M2EK TZ# %1 0.03+0.01, 0.10£0.02, 0.12£0.04, 0.10+0.07 (uM;
mean£S.D.) & IFIEFEZE TH > 7=, Yamagata-1 BRIZX T 2% ECso iE M1, MIEK, M2, M2EK T Vero
HIEE I X OY Vero/SLAM i &2 = F 123\ T 0.01£0.01, 0.12+0.05, 0.26£0.17, 0.05+0.03 I L O
0.01£0.01, 0.17£0.02, 0.48+0.22, 0.02£0.01 (uM; mean£S.D.) TH -7z, CCso LT X TDLFF KT
100uM A ETH o 72, By ERR TIX M2EK B 5 BICB W CTHBRAEFEHHOIIERE L A D 7 1 LR
EDOHVERDZ, TNLORERELVFHRTF FTHD M2EK 1L SSPE O /- 7215FE L /20 5
Do

A HIRE®R

o & M B AL P 4 M 2% (Subacute Sclerosing
Panencephalitis ; SSPE) X FRE U A /L A 28 B ¥k
(SSPE 7 A /L R) D HARK AR R~ D RFfge B 4L 12 K
D, BEORMEE, HHRELXTEL, FHIZE
DEBFBETANVAREETH D, BEE TIC
B2 IREIEDRRAE LN TWD A, BIGHRTR
JERIEIIFESL SN TV 7R, SSPE 7 AL AE M
EAOERICEIVIERRYANVAZEELETET,
cell to cell IZENYERT B, T ORLERIZITE
MEEAFER)PEEREEZHE S TWAF
BEHEIZIT 2 DD Heptad repeat(HR) Bk (HR1,
HR2) BNHFETEL ., 2N S DT EEELEIC L 0
fa~ DG RSL T 5

HIV-1 T/d HR I CHENZRXTF K Th 5

enfuvirtide 25 HR OV {AEEE(LEZHEL, B
MEEHET LI ENELEINER TIHAS
AWTW5D, E7z enfuvirtide 7 X / BB EIZ 7 v
ZI(E)ET VK EFHABWIZEAT S Z
LR, BRAFTEINLEBEOLZEEN
WmED, MUANVABRERBBRT D2 L ARE
INTW5D,

—FH T, REVANVAEELRTFTI TV TA
VAL HIV-L KREFESNDHLV T AL LAD
HR SEEUIHEEMIC B BENIC AL LTS
ZEBFERENTVD, UEDERNPDL, Fx
IHZ T A VA FEHADHR EEHBERDOT I/
BEF ZTF— 7T F REER L. K Y
A VA J N SSPE 7 A /b AT xS 2 HEFE I %h
£ % in vitro 3 £ OV in vivo TEEM L 7=,
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B.MIRAZE
DU AN, Hfa

7 A VAT EBREANK TH % 2 Edmonston
k. SSPE B3 75 47 Bf S 4172 Yamagata-1 ¥k %
FAW7=, MR Vero MR L OVUM KN
NHTEPLNEE2ZIT- b SLAM RH Vero
FAE (Vero/SLAM HifR) & F V72,

@y —7r = AfRHT

EBRTHER L7FRZ T A /L X Edomonston £,
B X 1 SSPE Yamagata-1 £ F 2 [ HR fE# D
Y FEL 5 % direct sequence YEIZTHEE L7z, %
D%, GENETYX Ver.10 (Genetyx Corporation,
Tokyo, Japan) & AW 7 I V BBICEE L7-% . fth
@D SSPE U A JL AR L BRI DB A 1T 5 72,

@XTFRKER A7) —=v 7

Rz 7 A1 /v A Edomonston ¥k, F & H @ HR2
EEAETF—7I2 L, ML, M2, M3, M4 24
L7, £/, FNENOXTF KEEF—7
TR BEEO S BLHAIMIC LS L (B)
VUK EEALEFEFHE L MIEK,
M2EK. M3EK. M4EK #{Ep L7z, T
D~ 7 F K L Fmoc (9-fluorenylmethoxy
carbonyl-based) [E & B IE TIERL L7z, A2 U
— = KA ORTF RE 10uM DO E TH
HEL, 77— BAOERTFHEMLE, =2 be—
NELTAVZ =7 -a % 250IU/1 TfE
AL,

DUANRERE(T T — 7 HDIE)

Edmonston #£3 & " Yamagata-1 # & Vero #
i, KO Vero/SLAM gz vy, 77— 27 &
DIEIZ XD 50%F 2 E (ECso) 3R D7, st
DARTFRE LT HIV-1 O ERIAGHAEETH
% enfuvirtide & V7=,

GMmiEE Tt
B DT F KD 50% KT M FE (CCso)
I3 MTT ¥ TRl L 7=,

® Time-of-addition assay

NTF ROBEERRE U A V2 EREME )
REFMT 5720, 4C, 30 oE VA VA 2R
EIEEBR, BEWIZXTF REM2 77 —72

DAV EREZRE LT, 30 0WESE-HEA%0
FEEHZ LT,

GLL/ES

3D X — N~ 7 AZEKIEER 100%D SSPE
TANAZBEENICHERE L, A VARG L
FEF, 6 Rpffe. 24 BRI KL O 48 Befif2 1
RTF REENENEENICEE L, 2007
NWOBEET~ Y ADAEFRKR O, Y% 15 HE
BT BN D 7 A /L R B % RT-PCR ¥ THE
L7,

(REEANDERE)

KR EERIIESRIERRFZEYE
BRIGSHZESEEIE L, REZEESDEAREOL &
WEERE L7z, 72 20% L EORERAD R AL
AT, BB FRA b E LREES
NEAV

C.HEHE
OHR fEik DT 2/ BEEF| O b (K 1)

HR1 & HR2 fEI O T 2/ BEE SOV TEE
¥ Edmonston £ & 1> SSPE 7 A /L ARE D Lk
%17 > 7=, HR1 8% Ti% Edmonston &k & 4
FBCTH A L7~ Yamagata-1 k&2 &dr, D
SSPE OICT X VBEREIT VWA, 120K
BERBDDLDHThH o7z, (K 1-A)HR2 8T
/T Emonston £ & L7 2 BBEFNIREZE
LL<iE 2207 IV BEELZEDT, (K 1-B)
IORERXIY HR1MEEOT I/ BRELSIITKIC
EIOTHEBENREFEIND Z ENRBINT,

QOXTF FOAEREAZ Y —=27 (K 2)

T3 BRI D B EIZ B\ T HR2 FEIE & L
B L HR1 fEIOEEN Do 7oiz®, HR2
AT F—T L LT4ORTF FE2AA L,
(B4 2-A)M1, M3, M4 [ZBEFO®MEZ S L ITE
B L7, M2 IRETRICAR Lz, E-EnEFhn
DT F RIT EK BAIZEALTZXTF R

(M1EK, M2EK. M3EK, M4EK) % {ERk L 7=,
A7 Y == 7BV TIE M1, MIEK, M2,
M2EK (238> T Edmonston £k U% Yamagata-1
BRIZE LRI B 7 A L 2 R 2R 0D
77o (2-B)L7TER-T, INHD 4 DO
F RO ECsy . CCso 3ROz,
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@FMRATF FO T AV AEIEIF 2R &M
P EME (& 1)

Eomonston #{Z %9 ECso ik M1, MI1EK. M2,
M2EK T Z #L % 1 0.03£0.01 ., 0.10£0.02 .,
0.12+0.04, 0.10+0.07 (uM; mean+S.D.) & IFIX A
% To o 7z, Yamagata-1 FRIT X35 ECso 13 M1,
MIEK . M2, M2EK T Vero #fd & L O
Vero/SLAM fi i 2 Z £ 12 BT 0.01+0.01,
0.12+0.05. 0.26£0.17, 0.05+£0.03 3 Z T} 0.01+0.01,
0.17+0.02. 0.48+0.22, 0.02+0.01 (uM; mean+S.D.)
Tholz, 2 ha—RRTFRELTHWE
enfuvirtide |23V T ECsold 1 uM L EEHL T A
AR O B olz, Fl, T3TONR
7°F RIZERB W T CCsolE 100uM LLETH D | H
BRI D 2o T,

@®Time-of-addition assay (X 3)

TANAEREER, BEOICAATF REMZ
He, FHEFEEIIIMVANVARER LT,
B 5% 6 FEFILIBE Tl 7 — 7 B RITH 40%
LR, ZO% FIZERESOROETHS L
7

O EHET L (X 4)

B EE TS LA AW T, in vitro THL YV A /L
AR D B > 7= M1, M2EK ORI % 1T - 7=,
oy ha— VR B L, M2EK BHEIZHB W
TERBREFEOEEZRB DI, (K 4-A) £,
Beuig 15 B2 D A L R BT enfuvirtide & b
L M2EK BEHICBWT.AER VA NLVAE
DR BT, (X 4-B)

D.EZXE
AEBIIREZ VA VA, FEHAOD HR2 I H
SeDEHR AT F K SSPE 7 A /L AIZK L TH
TANAHRER LD TORETHDH, =
NNEDONTF Rt invtro lIZBWT, EF—T7IZ
L 72 Edmonston kD A 72 6§, SSPE 7 A /L X
ToH D Yamagata-1 BRIZEH Y A VAR EZ R
Lz, ZHE, FIRA7F FOMBOERICH
% HRI1 fEOT I BEINZERE N Do
iz eEEZLND, LL, X7F RIZ EK
BAAZBEATAHZEICE DU AL 2RI
WET2HO00LEBTHHEDOLHY —ED
BEEZRS72noT, T HiX BEK BAI0EA

kD, _X7F FoOBENE LHEARIERIZ
HD HR EEICAR 2T 2/ BESEIRRATE
oo lolnd EHRIZND,

—J5 . in vivo IZB W TIE M2EK ¥ 582k
WTY T ADEERETFEDIEE L, MAD D
ANVABEDFDERBDZ, ZORKREM»S EK B
Gl BATHZ L TEDRBICEEL KT Lin
vitro TIFIERIEDOHREOH 72 M1 & B L,
EVENWT ANV AEFEMEI R NG SN2 FT
REMEN R ST,

=

FRIE T A )L A F&E B O HR2 $EI B 32 0 i~
7F KT 5 M2EK 1L SSPE 7 A /L ZIZ% L in
vitro, invivo & BV A NVAGEREZR DT,

[Z% X#k]
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£1. FRXTFFOTANABEIEMGIZHFE & MREME
Measles virus (Vero cells) SSPE virus (Vero cells) SSPE virus (Vero/SLAM cells)
Peptide ECso® (M)  CCs” (UM) SI° ECso® (M)  CCso® (UM) SI° ECso® (M)  CCso® (UM) sI°
M1 0.03 % 0.01 >100 >3663  0.01 + 0.01 >100 >7519  0.01 + 0.01 >100 >9524
M1EK 0.10 £ 0.02 >100 >1046 0.12 +0.05 >100 >855  0.17 + 0.02 >100 >598
M2 0.12 £ 0.04 >100 >805 0.26 % 0.17 >100 >377  0.48+0.22 >100 >209
KZEK 0.10 £ 0.07 >100 >989  0.05 +0.03 >100 >2041  0.02 +0.01 >100 >6579
Enfuvirtide >1 >100 : >1 >100 : >1 >100 ;
FECs0: 50% & ZhiE E bCCsoZ 50%#fa B E  °SI: Selectivity index (CCso/ECs0)
X 1
A .
Sequence of HR1 domain
Virus strain
145- -184
Measles virus
Edmonston QAIDNLRASLETTNQAIEAIRQAGQEMILAVQGVQDYINN
SSPE virus
Kobe-1 QAIDNLRASLETTNQAIEAIRQAGQEMILAVQGVQDYINN
Osa-1 QAIDNLRASLETTNQAIEAIRQTGQEMILAVQGVQDYINN
Osa-2 QAIDNLRASLETTNQAIEAIRQAGQEMILAVQGVQDYINN
Kitaken-1 QAIDNLRASLETTNQAIEAIRQTGQEMILAVQGVQDYINN
Yamagata-1 QAIDNLRASLETTNQAIEAIRQTGQEMILAVQGVQDYINN
Edomonston QAIDNLRASLETTNQAIEAIRQAGQEMILAVQGVQDYINN
(our laboratory }
et gat1 QAIDNLRASLETTNQAIEAIRQTGQEMILAVQGVQDYINN
{our laboratory}
B Sequence of HR2 domain
Virus strain
. —493

Measles virus
Edmonston

SSPE virus
Kobe-1
Osa-1
Osa-2
Kitaken-1
Yamagata-1

RIDLGPPISLERLDVGTNLGNAIAKLEDAKELLESSDQILRSMKGLSST

RTDLGPPISLEKLDVGTNLGNAIAKLEDAKELLESSDQILRSMKGLSST
RIDLGPPISLERLDVGTNLGNAIAKLEDAKELLESSDQILRSMKGLSST
RTDLGPPISLEKLDVGTNLGNAIAKLEDAKELLESSDQILRSMKGLSST
RIDLGPPISLERLDVGTSLGSAIAKLEDAKELLESSDQILRSMKGLSST
RIDLGPPISLERLDVGTSLGSAIAKLEDAKELLESSDQILRSMKGLSST

Edomonston
{ourlaboratory }

Yamagata-1
{ourlaboratory)

RIDLGPPISLERLDVGTNLGNAIAKLEDAKELLESSDQILRSMKGLSST

RIDLGPPISLERLDVGTSLGSAIAKLEDAKELLESSDQILRSMKGLSST
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X 2

Plaque reduction (%)

Plaque reduction (%)

SR EE s EE S 29

Sequence of the MV Edmonston strain HR2 domain

peptide
445- RIDLGPPISLERLDVGTNLGNAIAKLEDAKELLESSDQILRSMKGLSST—493
M1 ISLERLDVGTNLGNAIAKLEDAKELLESSDQILRS
M1EK IEEERKKVEENLKKAEEKLKKAEELLKKSEEILKK
M2 VGTNLGNAIAKLEDAKELLESSDQILRSMKGLSST
M2EK VEENLKKAEEKLKKAEELLKKSEEILKKMEELSKK
M3 RIDLGPPISLERLDVGTNLGNAIAKLEDAKELLES
M3EK REELGKKIEEERKKVEENLKKAEEKLKKAEELLKK
M4 GPPISLERLDVGTNLGNAIAKLEDAKELLESSDAQI
M4EK GEEISKKREEVGKKLEEAIKKLEEAKKKLEESDKK

I

1

100

o]
o

=2
o

H
o

N
o

B Measles
m SSPE (Verocells)

W SSPE (Vero/SLAM cells)

M1EK M2 MZEK M3EK M4EK IFNa

0 15 30 45 60 90 120 6H 12H 24H

time of addition (minute)

*%4C. 30 57 A NV AEBRESEZBICRFHICATF RE2MAT,
30 EESEEHAZ 0SS EER LT,
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=~

Viral load/ whole brain (log)

=== Control

s M1

e M2EK

=g Enfuvirtide

A
&
T T ) .
0 20 40 60
Day after infection
* P<0.01
11 1 I |
|
10 1 T
T
9 =
8 -
7 -
6 T
o ;
5 -
4 T T 1
Enfuvirtide M1 M2EK

* P<0.01. ** P<0.05
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EAFZBRFEMEE M E BISEREFRMITEEE (EEERELRFEEE)
TIVFVRBROBEEY ANV AREEICET 2REN R SEFEREE

BRICETS2ETESREOERNEDERKL - EFHREE
(2007~2010 FEH LUV 2011~2012 FEDEIR D LLER)

sty E - FEiRBsE  ESLRYEMZERT U A L R
MR IE  PE—F ESLRYEEIEFT Y A VA E—E
T hE - H BE ESXRERENFERT Y A LV AH—E

MEEE ETHESLEMEQERE PML)IXICY A VA (JCV)IZER T 2 BN 2 BEEERETH D,
BRax R EEOREMEINBIEICEEGT5. £/, TORKWICBWTIIMERTE AW ZICVY /) A
DNADOPCRIBRENEZ THD. Fhl-bliL, FRIEELIVEENY TV X 4 APCREBREIZ L 5 ER
BE~DOREXEZ N LT, BAENOPMLO Y —XT U A& To TS, ER4FEIOHHAEE T
IZHEH809F DA Z Ef L, 764 OPMLAEZE MR L. LM B I OEEIIFETy A (Fk234
AAMBEAFEIOR)ICB T 2RERRLERL, ERNICBIT2PMLOBIM Z T L2, EALI9EE
Db OAFERTIE, PMLIZMIKERB L OHIVERELZ BT H5REETLE L TEELTWED, K
HETIXECRERAED L IXBFRBHEELZETLIREFICBITAPMLAEMERICH D Z ENHL
DI ENT. Ei, e hBHOEMEREZETHPMLEAZRICBWT, KMOEIS#ML Tz,
INLOEEIZONWTEEZELERL T REEINRIB ST,

A HEEM B. X A%

HETTME 2 BE BB BN E (Progressive Multifocal 1) e X O &R
Leukoencephalopathy: PML) %, & REAE%E PCRIZ BT 5 G xt FEDNA & L TICV
DEIZBWNTICT A VA (JCV) BNHEFET 5 = & P hEETLT 7 A K (pICV, JCRBX Y
THEEZEND. PMLIZAREIMENICEEL /- DE)ER WK, UT X A4 APCREESS &
SREBEBREAFLTRET DI END, ZD L T LightCycler (Roche) Z PCRF # & L T
BROEROEEIL, ERITBICBWTEET LightCycler 480 Probes Master% i\ 7=. CSF
H5H. LnL, BRTIZKAED L S 2PMLE & 7 5 O DNA D 1 H 12 £ QIAamp DNA Blood
RBERNRT Y v 7T —F_N— 2N S Mini Kit (QIAGEN) & i\ /=. %7z, JCVDT
NTELT, FLEREREICKIT 2PMLOREA BETELVPIEBELETEENE LEFRENT
EFECBREICHRE T ARBEILRV. PMLOZ FA<v—BXUTagMan” = — 7 Z{ER L U
W CITRFEERS I OMEERED AN, MEHK T vH A LAPCRICEA LT-.
(CSF) % AW 72ICV% / ADNADPCRIEZE 1A 2) EEMEA~ICVIRE R
BThD. AMIE, EROEREENGEE BEORMEDERILERD 2D, ICVHE
I 7ZCSFHICVOPCRIME X E %@ L THEH DZAHCBET 5Web 4 FEABAL TS,
IRE L, PMLOEAE L OEDOE R EMBITT 5 REZFLETHIEMITICYA VABREL F
TLEEEMET S KEEICBITAHETIE —T—RELTAVF—Ry NEEZT 5
INETLRKOY -T2 &M T 5 & TETRBIZT IV EANARTH 5. [EREE
& BT, FRI9FE D B 22 E D 4FR (LLRE, L A=V TR Z X T 7%, HAF%EmT

—WET D), BLORBEEDL4FED IZEfT ST CSFIRE /7 5DNAZHH L, V
EEIETy A (UL, S8 e+5) I8 5% TH A APCRICE B EMMREZ EM L.
WELE L, ENOPMLIZET 2K TDOEIHE JCVIBEMEDCSFIZ O W TCIZERBRE S EM L,
LFOEDOERZ MBI LIz, ICVZ ) 2o abv—¥EZRELE.
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3) BB OILE & oHF
BIEEIC & HEIEE LR ERE
ZHEYEIZEMS L, BEOFEERSLMER, Bk
WRERHA, BERAETR, ERESR, BREZOD
BEHREPINELZ. GO FRE2T — &7 X~
Z{b LTz, BATICA W,

(REE~NDERRE)

AL, ESREERFERTE bER LT
LEFMITMBEELZRESDEARBODL LITE
i Sz

C.HEHR
1) MEEE

ER19F4H 2> b RI24FEI0A RAEE TIZ
S0 D IRE & FEHE L, #E 6684 D H H76
£ DOCSFIZB W TICV-DNAR R H S iz, &
7o, AEE (CEM4FE4A 10 3HE)IZE
B RAEEMEIT128 (WRE 1084, Bk
FIZ)THY, BIFELRBEDN—ATH—
NG U ANRET L. £, ERBEEND
FMAEEE CORBEORBE IR —EEHKSE
D OERBENNT0%E Tz,

2) ENOY—_T o AERD N

PRI D H22FE E TOAFEMICINE S
N ERLLIOPMLEE DT —F X— 2
EBREL, BT LEEREASA X —Fy M E
DA T A Y ¥ —F /L (BMC Neurology
2012, 12: 12D 2K L. Vx —F ¥ A b
T, ERS b T ER T -2 oMER
T T ra— RRAETHD.

3) PMLO B (MR & )

A —_T v R &AL K195 E D
LREEOIFMEZE—H, BLUR2BEE
DOUFEEDOEFIFETr AZHE 8L LT,
BEOERNTOPMLOENH Z MBI L. &—
B THER SN PMLEFE 484 TiX, 19
80%% BEDBEN D, —F, FHT
DPMLEHE (284) TIXBMERKIST%, HEM
43%TH Y, LHEBREOEIENEIERIZH
572 (P <005). I NbOREFITEL 2
EMREREZAE L. #EICB T2 HEDE
SIEE—HRBIOE _HITBWTELN A
LR oTe. kT, BREGPMLEE O
EERIZSREZHRLE L THOMLTEY, H—

HEBIOCE Y TORFFHERZED
Lol
4) PMLOE W (FEREE R
F—HTIE, MRERD L ITHIVEELE
ZHTHPMLEEOEIGENNT3%E 7.
— 5, B _HOPMLEAE |ZBITAHWEDE S
EZENENRNI8%EB L UHI25%TH Y, &5
H43%Th otz iz, HERERBEB LW
REBBEOEE N ENFNH25%E L U
4% ThHYH, F—HM(ENENH6%EB LT
0%) & " THEMMEM 2RO v/, F—H
BIOEHIIBWT, CSF-ICVEHEE 2 &
LHWHREBERICBTIEMEROEES %A
N b 2 A, RERBE AT OKEE
(FI1% 1 586%) L7, ToMmoEREDE
AICKREREMITBD b zno Tz,
5) ZEMEBIZBT DHBRE T T 5PMLA
EHDEE
BBV T, MEEEDL L < IZHIVE
JuE, BORERE, BaBEEz A o4R
HEDHbH, mu$%@% EENENKI24%,
20%, 6%, 0% CH-7-. Tz, B_HICE
FAH5INLOBEEETENENHNIY%, 19%,
25%, 40%TH o7,
6) B OAREREEH T HPMLEE OO
F—HIZB W THER S 7234 OPMLEAE
IFEENLETHY, SLEREBEATH-
To. BTEITIT6A (B4, &t4s) TO
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Figure 1. Incidence of Progressive Multifocal Leukoencephalopathy (PML) Associated with Natalizumab Therapy,
According to Duration of Treatment in 12-Month Intervals,

N Engl J Med. 2012; 366: 1870-1880.
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Figure 2. Approximate Incidence of PML, Stratified According to Risk Factors.
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Relapsing-remitting MS or
clinically isolated syndrome
(with abnormal MRI scan)
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B% 1% /%5 Fingolimod
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Figure 3. Decision-Making Therapeutic Algorithm, Including Newly Approved
Fingolimod, for Patients with Relapsing Forms of Multiple Sclerosis (MS).
N Engl j Med 2012; 366:339-47.
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Efflux transporters o,
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(p.Ala893Ser)
€3435GT Higher digoxin concentration 10-16* 40 56
ABCG2 (BCRP1)
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X5 : BrentuximabpBsEPML

Brentuximab associated progressive multifocal leukoencephalopathy

Pankaj Jalan®*, Aman Mahajan®, Vijay Pandav?, Simon Bekker®, Janak Koirala¢

Clin Neurol Neurosurg. 2012; 114: 1335-1337.
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BEi% : PCRTICY A JLADNARG 1%
BEEEFEFNTRE.

Progressive multifocal leukoencephalopathy in a patient with Hodgkin
lymphoma treated with brentuximab vedotin

Nina D. Wagner-Johnston', Nancy L. Bartlett', Amanda Cashen' & Joseph R. Berger?

Leuk Lymphoma. 2012; 53: 2283-2286.
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