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1. RNA 7 1L A DiRIEH, b, ERRHEEER

Hi % K

NHIREFRF e BEEMERE 7 A VA4

FRIBE 7 A VA (Measles virus) (2 MR BEURETHLME (1ZL) ODFEKRTH LA, F
TSI e B e LB A e f R S My B T 2 W A AL M4 45 % 45 (subacute sclerosing
panencephalitis, SSPE) %5 &k 2 9. BHAERORKE 7 A )V A ZWEANVEE FR2 vz, G
ENTT A NVAPHEALT 2 Z &I L) MR RE 2 JE45 L SSPE 25|l LE2x 6N 5. KAl
SSPE 73 BEME D FEITIZ L D, KRB AV A ZEE (F) B FOERIC L) MREES K Cel
adhesion molecule 1 (CADM1) B XU CADM2 % A MWEMRIAT-& L CRIHWREE 22 1), pfeHile
FlL%a Y F TR CTHMAESETCT ) 225+ AZ EZHOII L7z, 722 O TIIEE
D7) AHHIBRE F A L CEREET . Lizh o TR TR L 25/ 2I2a—FENALF
Z Ny IS L, REERICIEAOMBEERPAE LD 2 & THREIE L TORE 7 A )V A fiEiEsHE
BEDSE S NG, AR TIXZ DX ) RIKE Y A )V A OMRIRIEMEES X 5 = X 22D\ TH A Of3E

B A H O L R L 72w,

1. ZFUBIC

RNA 7 A )V ZNE— M7 ) 2RO T F —2h5
<, =207 A VAERNIZZHDNY 7 > FRES 5
[5E0FE (quasispecies) ] &MEEN2IKEEIC 25 12 20
BT AV AORE L EZTTREIC L, PURMEOZALIC
X AMEEGIEORRE, FUy AV AR AW,
7o AV AKGHED I 7 EIZDO %S 7-®, RNA
ANV ADHERA I Z XL DI LY 7 A )V AEGYE %
HET 2720 0BEELMAPHEONL. KL lIRET AV
ADSEGAEAN THAL L T & 2 T AIHE, AL
T 45 I % (subacute sclerosing panencephalitis, SSPE)
DRFZE I /R LTI #LA TE 2. AR TR~ OIFZER
RaPLIZ, BT A VALK S SSPE FEJE A /1 = A 42
DWTHAE o TWAB Z & 2 RS L 72w,

AR
T 812-8582
i ] VLA ] T SR RS M 3-1-1
JUIREER A ERE  BRAEIESERE 7 A Vv A%
TEL: 092-642-6138
FAX: 092-642-6140
E-mail: shirogane.yuta.528@m.kyushu-u.ac.jp

2. FREDIREE LRSIV X

B (FLA, L) IZRETAINVADEGEIZL > T
FLZ B AWBERBEEERE TH D Y. S R B
EVo HERICH X, MBI 2 OENO 2 7)) v 7
B G MEOBIREES BT 5. FICIAi%, HH %,
INV—=T, WMEREOEELREIMENRIZ2GELH D
FMIE T ANV AT EIREME T L, Y >~ VB
DEAT 2 - O BRI DL B < sl 25 X R Y.
FOIOMOMER ™ A N AN X BT RIEG b ) 21
7% %0 FAEE LIRS BV TlE 0.1 % AR Td 5 A
FARAED TR LETIIBRIC 5% 1I2bET 5 7. vk
LI EETHIRN G SHET 7 F U HESNTEY
BHEEOB WAL T T HEDOME 7 A IV ADFATIER 51
Zo\ (2015 412 WHO 12 & 1) HEBRIRREICRRE). L2 L%
MOLBRETOLRERELEZ R LTSRN TEB D,
WHO DHEHC X AUiE 2021 4E > 1 4E 12 H#E 52T 900 75 A
WHRBIZDEL, 12T 8FAMHLEL Tw5EH. KIIZH
W B RRIBIATED S Ot AJEFNI O TH| & e S RS
VETHD.

FRETANVA (R1A) &, /8532794 VAFEL
Y A VABICHES N, ESE—REA T T 14 T
RNA %%/ £ & LTH2Y, wA L 2FIdT N —
7 (REZER) (8FnTBh, FRE AR IR
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A B 4 )L X (Measles virus)
WNZITYTALIBELEY VA ILRE

FEER 1 A5H

(VA NVA EET38 1,

H& /808

AT 4 7HERNAT / L

T Hemagglutinin (H) : Z&&HES
oRp—7 @ Fusion (F) : [ER&

Matrix (M) : fR& ZFTH. KWFEK

~y R RXA >

}Z b— o

RS L

T

rv~Rao—7

2 BATRF

H5WIE
BSOS
ZRMEEHORES
XokE3lin

FAZLEEELS
RfEfARE Y
MFEEICRER S

FAOMTY 7272 T
R bEaienY
EREHNET D

X1 A BKEI7AILAOKRFBIEEIOANO—-TE2NIE. B. MBIV AINVAILKBPEREA DXL

Ja BH O > N0 — T w2 fgé S TRTWEO 7 7 4
AN EICEY S, ZOFE/MAEEH) ¥ NI HE LT,
FBEIANADL yNa—F FIZiZAY 7 VI =
(hemagglutinin, H) % ¥ /327 '% LRlé (fusion, F) % ~
T EOFEEHORE Y TP L TWA. HIIEA
BEICIEETH Y 287 BB o250k & 44
L, 20, F&¥ U280 7 VEIERID 5 R A MEAET
NOKE GBS FES T N — 7 LMD
BAAEC S (RIB) %10, L7=25oT, SZaEMKITHIE
ANE LS5O WEDOEERTTH Y, SBEE
7272 WAL CRIERMEDSE 2 & Iz 7 A WV 22 IR
E D, TGS EICS H-F 7 o8N ENEE
5728, RO CRASHIL & B3 2 B R o
JABEDFHEI NG, ZOME, MFxASTICMEMt
BT DM L CEEDIL A 2 b d 5.

3. M IAIVASRGE
SMHOMBERE D OSSN AT AERORIE Y A IV AD

ZRARE LTI, EMIIC SB35 signaling lymphocytic
activation molecule family 1 (SLAMF1, CD150) 112 %
F RIS 3BT 5 B35 T nectin4 3 HIFEE ST
B, —F, T7FYRORME T A NV AIMZERITNMZ T
MARHIER T CD46 b L ZRKE L THEHTE 2
7%, Z4E SLAMF1 % nectin-4 O FEH A5 7 W EF 2R 12
Bt 2 @I CTZREE Y VS0 ETHDHH Y VI8
NS ELERLEE L2720 ThH 5 Y. CD46 (ZEFER D
FRIZE T A W ADERTE LR WEZEIETH 5 720 FEE O K
WZIEBE- L 722w,

KB A IV AL ZBEBYT BIREARTH ), FEH IR
TIDEER, BEBORIE Y AV AKFII e POWEE LD
WA FUTHREICELE L, SLAMFL BlEo~2r a7 7 —
U RBERAIIC RGeS B e E 2 b TWwp 81D g
WA ORI R x LT RIS OEIRE R 2§
3, RO Y SEROBAIT X ) bR S 2 418
AP CHAGIE L 727 4 )V A 14 nectin4 %41 L TRED LR
FRIZIEGE L, 7 AV AR T DV EP RN 3 LT - <
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L% a2 X DRFMCHE S, IROIEENEG A A 19,
7 A2 nectin-4 3 _ LR O %A A L 0 ZEEMNC
FAET B728, 7 A VARBER (EAED 225 LarT 2
TATELZWD L7 oTIA NV ADPMERIRAT BB
[Z1d nectin4 /- L 72D FGII W EEZ LN TWA,

CDLHIL, MEDOIERNLIHEIIIIEZ T AV AN
SLAMF1 Btk o Se 92 51 %> nectin-4 Btk o b Bz #1245
B GT 5 28 ICL Wil 5. — ATl E Rz 58
L 72 WA AR RIS 2 <, B 2 RN R ph AR
TIEHEROMRE 7 A NV AZHEIETEX v, L LRD25,
EBEDOEITIZ EIUIRIE 7 1 )V A O PR RER O £
IS L, BIEEDON K TH S SSPE 25l &k I35
EHd B 8 @i n ) 7

4. SSPE MJRRE & SSPE S BEMR D4R

SSPE (3B A 6 Mt B L 7 2 ~ 10 SO ERM % #%
THREST 5 FHRABOMBEERETH S D, wHIziE
TR, RRAMRREIRT, MARZ LR DAL, AL
AT 5 & B E, ABEED), 2FIT VLA Z L
7o PARFIAERE IR AS B L CEEEIREE & 22 1), fHfrgIZFEIC
5. BB ZEREIHTE S 7L L 2\, SSPE 3%
7 ANV ADOHFIREER TOMIESIRE TR 5720, BH
DR SHRIBT AN AZ TS 5 2 EHNTRETH 5 22
it BRIV RRIE O SIS A D3 2 IRIE N 28 TR AR ke
BT A WVABKIE SN WIER D £ <, BORERET
IZEWBIZEVIBNENTHS ).

SSPE &2 658 SN B RE Y AV A, FERORM
BIANWAE R DE-E D, T A NVADOSEHIZEE
DO PR 5 538 L 7o/ ie 2 s Mg S IR A3 5
EAE SN B 22 H3 = i SSPE 43Rk Tl B g MR
TOEABEPE LT LTWEZDTHE. ZO—FD
BREZEZLENTWBDIE, WMET A IV ADKFIZHIZE
bar<byv 2z A M) #2378 (R1A) OR#TH
% 2520 GSPE 4rHERETIZ Y/ AT & ) M #5T %
I— N3 LU 5 C (T F7r/atvsR) OF
BPLERFL T\Wwb 2 & (biased hypermutation), T
EY R EOMBE RN AL Y (M & 87 B LA
T5) IRECHEZ DL TERNERICEONDL &
ARG &N B0 \C M EEFO RIS ET S P&
EFOERIZLY, MBETFOBERBEFIETIIEZ S
9, MBETORHEAPHESNTVL I L HLNE RS
7z (P-M read-through) %, SSPE 43 BEfk Tl 2o 0
BEPEM Y 37 BICel, MENaXBr b6 L,
7 ANV ARF-OBEPIH E N TS, THRRFE NS
e WHIFRLE L & 2 IR AYE T RIEISE A © o [l
HHEL 72072 n ) EEZBENTVWS ),

F72, T FUOBROMIBTAIVADM BIETERIBS
5 EZOMBREERIEESNS P ZLhs, SSPE
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TEERRIC A S N D M B a1 D% B EE NN T O R
YT ICHEER S L TWA I AR S Larl, U
7 F RRIZEERIORRIBE Y A VA L3R ) CD46 % 24
e LCHAT S, CD46 itk P ClRImEk % < 3¢
ORIBIZLE X8 BT 2 W 720, 77 F U HRITE
H7p 8 & O MREMINE % & T kk 4 Mg 12 R Ll
BIENTELD, Lo TIZF v HEHVERT
13 SSPE 7Bk DR OB RO EFIZOWTIE L < FHliT %
CTLIFEL L, ZOBICIERMOAHATTE STV

5. MEREMZH/-5T F BITFOER

Fiak 3l Y B AR ORRE Y A )V A1 SLAMF1L B8 X O
nectin4 % 53 L 2 WM CIIIE T & v, A1
FFHEMOMB YA NV AIZBWTM Y X7 EDORIE
AHHEREHAE & 1153 2 M IO W TGS L7z, B4R
ORI Z FRIZ ™7 A )V A 1C-323 ¥k & N — 212 M # (5T /RIE
TANARE & 37 EOMBEFEO KRBT A VA%
RS, REOuMIAE 2 v b ke 38 M e I ok B 2= g
IMR32 12 —/N—L A L2k h, WZERY AL AITH
FECMIERLEG 2R &3, FE 7 AV 2 DOMERGERE D
BIIBIOBET LRI GS 5 2 LAVRIEE 7z %0,

T MR G REDE L < BN S 7o 2 LM 2 RRE
ANWVA (HE 287 BHAN AL 2O CKiilz T T
K& ZHE L7274 v A) ORI T O ERD S,
F & 287 BOMBBAEEIC R % 22 1 7 3/ BRiER (187T,
M94V, S262R, L354M, N462K 7 &) A% % & Z Dl
AN REST A2 L, WEROH Y VS HEEN
SDOERTF 5 7 HOMMEHETIE SLAMFL B -
nectin-4 B D Vero Mg CHO MMM Az o5 2 & %
L TW% $bt Foorny B eEns
RO EOBA RIS IV BEf 2 EETL LT
HEORRE (REaRe) * LA SE bRz > L

BT 5, £ CTHARERLTFT - RX=Z EIZH BTN
T SSPE 7 BERRD F & 2 87 BIZDoWT T 3/ BEY %
W L7-L 2 A, SSPE GHHRO F & 2 X7 HIZH S H 0T
I BRERAE L TWA T EDRMS L 57233 FxC
O SSPE 43 HERRICIEST 2 7 3V BBERIIRON S Lo
727280, BHORICHEET 2 2R TH 5 T4611(5 R ICFETE)
& S1031/N462S/N465S (2 #RICAEAE) @ 2 FEEIZ DWW T
fEMT % e 72, T4611 2858120\ T ik SSPE 4 livk o ——o
(KBR 2 8k) OEHTIC &) fREmE M ICBIE S 25 2 & 2 #%
HSA T TIHE L TW2h%, 42 ORI ) o
SSPE 7 #ifRIC S LK RONDEETH DL Z LN E
o7z

TSR G REOFMO OB AR OH & Y sy BE
F % X7 8% Vero Mgl —#@ I C ¢ (a7 v
tA) WERF S RV Z® e, F
(T4611) % F (S1031/N4625/N465S) # B & d /- & &
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A H4BH:SLAMF1: B RS

(VA NVA EET38 1,

FERF > gET2

=3

H(R533A) : SLAMF1 &£ 55 <&

b?yzl

FAERF » ®EALEZL

%
=

B sLAMF1 - nectin- CADMA1/2 C CADMA1/2
/ VEXAY
N ot

C2-2F A A~

Gk

=

§§Zi '}zr—7ﬁﬁ
I

ﬁ F(T461l) » BAET5

K2 A. SLAMF1 55T LR H ¥ » /87 8 HRG33A) T F(T4611) & DA A HETIL SLAMFL 12 X 1 [
EVEFHEEINL. B, HY VX2 E M T v ACHERET 5275k (SLAMFL - necti-4d) 3 & 08y AR RH K T
(CADM1/2) oMHESEHKER DE. C. CADML/2 Dk,

WX EMI O % 385, W28 SRR A e AY T
LTWBIEAREND . KIS, THHEDERF ¥~
IR RFFOMIBZRRIB T AN AEERL, v b oM
LR N LAY — - =7 ZADOHHERSR KRG E 7V %
VT Z DR A % BT L 72 36404D 2 oofh R AR
g U EREORIE Y AV AT e N R RS T RGE
TAHRNEESZE, NARY— - T ZADORKT LT
& JFIINARY = TIIEBEN R MREIRZ T S 23 2
ENRENT FOH FOMOWIET NV —THh 5 D
SSPE 43 #ifRICA SN BB F # 5T AR RGeS
ST Z RIS T 5 2 LA S 29 RR
B AV A DMEREME D FE R PJLE R T2 F T o
JRELA LR TH DL I EWHEENE o7, 72721, F
BIETOEFIT EWFHETIE R WD M s 1% H#Efz 7o
ZERAZ RN DO —EDOM G- % RE T 2 S H 5
728 M RSB A OV 2R G OB TS D
BVORL LERIEROBEET Do THERKL T
LEZDDONWEBTHA ).

6. MeV O AZRAKEMEAF CADMI - CADM2

AR Y b b AL SLAMFEL 38 X O nectin4 %
FEHL TR, Lo TRET AV RIZF #ETIC
LR JEGT D & RIS T 2 R o= E R % FIH
TREIC 2 ), MRBSGERE A2 M 5 LRl S D, 7-72%
RIREEEREETADIEIHY VSV BETHY, F#iEF
OEFNZIYHY VXN TEPH iR EHETES
I hBEFFEZIIL W, 22T, FAlZHY V8
B ZBROMENERDNTF % 32 Ea 7L el s
REANERICHEZILES L N —ThbH I LIZHEH

L7z, HEFNRBITICLY, FE o280 T LalaRl
BERIZEYVARELTBY, BEEtooo T )V
F—EEEAKT LREICH L EZZHNE 3D 20
720, WARIOF ¥ X T ELfbrieI R n
LB HY VN EEZHEROMENERTLERTE
¥ R ETHIUIEELZAA M) = SN0 TiE W
7259 .

COIRE RIS A 72012, k4 1ZSLAMFL & O H
EHICEELZH Y V87D 3B3FEHOTVF= %7
FoUICERL, FORBEEHN (R2A) 0 LRHY
> 787 % H(R533A) 12 SLAMF1 & O#& & 1175 L < §H»
728, & b SLAM ¥ 383 Vero Ml (Vero/hSLAM #ilfii)
12 H(R533A) EBFERIF & o B & Bl 22T H il
BAIBIE SN, L2 L%d s F(T4611) & o 3L53H
TIEHME L EHEMROER Z FE L. ZOREPS,
FEEFOERIZLIVKEYANVAIHY Y87 B L
CHEMERT 2BESTCOZEKE LTHHTES L)
B2 ENHLNE R ST

FIT, MRZHEROFEEDD, BAERH Y V28
EERTF & N EOMAEDOE CHEMAEXFHETEL L
ARG ERTFOMRBEIT-72. TOME, WREERTO
Cell adhesion molecule (CADM) 18 XN CADM2Y 73
Ho Uy BEEERE ¥ 287 B2k o ams % 5
TXLIERFERL®, EBREWNT &1, CADMI &
CADM2 (3385 D2 AR L 135 7% B R CIERG % Fi 4
% (B 2B). SLAM % nectin-4 (%42 (4 #ll o 512 f27F L,
TANVAL Y ANE - TRELEAMBEE O H 5 ok g e
b Y AHEEB LTE ¥ v o587 BofE2e (% 3
575, CADMI1 & CADM2 i3 &gsfifa o H ¥ > /32
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A
B L 7=t AmAe
]
]
]
H
N = —_— TS L
\ —— — R L
SN
AN
FTRITHET DERE
B 7 ) L OERGE

HIhER VS B E%éEﬁ%F&\//\"?\gto)
ANTFAFYdv—

sat | 0000
BFERAFX 7B
ZEM EEENR
S ALE ShAAE
F(T4611) RIERE BRI RIEEE oo
BFIC&! i =t et
BFLERFCLVTS) | vvpw | mmmn | 2o | memm
S A LE Sh AL
F(G264E/T461|) Fﬂ:lﬁb [ 1 1 1 Fr'iﬁ*imﬁls BRI
BFRICL! i = ey
GERFCLVTE) | pnp | mmon | 24 | mmmo
ShALE ShALE
F(F375S/T4611/N465K) RS mooo R e LN
7 =z
(BFERF & 1) =xM | 0000 | 2=ei | mo00

3 A MEYFTABUIBEEMEIZL ST AOERRIE B, WAERE ¥ U HEBRF ¥ N7 HOMELE
HDFE & X MORZEES X OIRRE RIS 2 2B OE T )V, F(T461]) ICHIZERPERL, F ¥ 27 ED
LEVEAHEE TS A REIE L A$ 5% (F(G264E/T4611) Hipl), ZEMEAMEL 2 )+ &2 LR Ti <
2 ) WA REIXIN T 9% (F(F374S/T4611/N465K) Bifl). $7:, ZRF ¥ 287 BIZKENEOEWITFERF &~
N7BEATEE) T =% BT 52 L CREWN AL, BEiEsrEAICZET2. B RO, Thzh
AERE, KEMOBRELRT (BAFLvIZLEn).
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B LR Ty RHHEMER L RS R 2 3 1E ER
T (VAZBBBEMAT) THLZEFHSE L7z,
Ty AICHERET 22 BMRITH Y 287 OMENER
LD ZODEEZERSE, W TF ¥ 37 ok
ZALERFET 5 L) ZookkEEE#HS (R1B). LA L
D35 SSPE I2BWT, B A IV AL D DM
BTS2 F T ATORBMEE N LT/ 2%
#3570, HY 37 EEF—KEICFERET 55075
F & v BOMEZEAEFES 272 CRERG 27 Sk
ZHLDEEEZLNS.

w2, HY 37 B & CADM1/2 DM EAEHIZOWT
AT % > 72. CADMI1 3 X OF CADM2 121Z32?D K *
14> (V, C21, C22) »fFFEL, C22 KA » &iffulE
BEEAHOMIE A =2 @B FEN S (K20).
CADM1/2 IZIZZ DA M=V HBOR SR H AT T4
SUTNYT VNP ET LI ERMLENT W, FIT
BATITA L TN T 2N DZEMREMAN T & L TR
BRFETEDLDERARETAH, A= DNy T
Y NOBRDEREBTHL LS E o729 T
FAN—=27O/N) 7 v MIMREME TR IEBL TWhaH N
V7Y hTHY, MBEY ANV ZADOMEIRERF L LTFE
7w, Z ORI, CADMI/2 DA b — 27 Hi625H ¥
X BEOMEERICERE R EEE R/ L T AR
RS T2, H 23 oMy EE: SLAMF] -
nectin4 |Z#EET ANy RFAAL & FREOA =7
TSNS A (R1A), CADML/2 12 & % & o
FEIIANY PN AL VRBEHERE st s LC
A M= 7B OARFFD) LOMEEHIZE > TR S
CEDNHLNE RS Tk H1Z, CADML/2 & H
5N DY AMEAFRIZIEBEVOA b — 7 fHEAE
BRREE R L TWDLEEZONDLD, FElle A =X
DO WTIEIBERITZ EDTNLEZATH S,

7. 7/ LOKHEBEE F 22N EOREER

DEofERICEY), KRBT AV AIZE 5T CADM1/2
VR L 7R A & BT A RS & s S, kLT
NS TICHEET ) AT 57201 E R EERFT
boHEEzZHN ORI TIIREMBICETNS
B DIANAYT ) LD FE LD TROMBIAZE L T <
ZEizknAb (B3A). L7zhoT, 7/ Ao #ET
BRI ) NP L8 LTHZNDADROMIL BT
HEFEZIIL, BERMO Y ) AL REIEET 5133
ThHab, LoLiars, BERMEY VN EHEERTF Y
YR BHE AN THBL L BRI EREIC ED X 9 7
MHELEDTEZ 2 D, OV TIIHEE ST W o 72,

FITHELRBEROF ¥ > /37 B & SSPE 45 Btk
HRDERZFEOF & 8y G 588 S8 TR &
BER AR L 7250, ZofsH, REMLMRREELRET

(VA NVA EET38 1,

5 F(T461D) IZHAERMOF & 237 B ORETEL L
IREEREMRT 35 2 EHE L o7z (Ti#). SSPE
SEERR D F 5T 1203 T4611 DA b B0 ZE R /o
M5h. T, SSPE 7FHERKIC A SN D T4611 Lokorzs B
RBITEALZEZS, BEROEFRICINVEFE Y 37D
IRE G REILE L EAT 2546 (eg, FG264E/T461D) &,
WIAE T 248 (eg, F(F3755/T4611/N465K)) 73 5
ZEDgrote (R3B). HBEXZOTEMNT AL, #
FEBHREDIK T L 2B BA S BINS N2 L 2B L, £
HZALDHFBEPE LW, L Lad s, FAEROF ¥
YNy EERIEET L L, WiEEERARESTER SN, #%
FXIRE SN (IR, mMEFL SEFEMOF & v
7 BT COMBREREE F(T461) ICHRTEALTE
D, WEROF &% X7 EOFEETTIRELSDr— 2
BEROERIZ LV ELIERARES LA LTz ki
%%, INHOTFW - HIRBHEIE~ Y A ORI
R b7 ) b b OMBIRZIRE T A VA % kG S 72
WCAHHEN, YA VALV TEFRBOBSESR 52
LSRR S LTz,

FNTIE R EHFERMEERMOF ¥ Y )X ETIERD
BERENAHTLAE AR Z 2 D725 9 H 2 Bz BIZRBEOBLR
BANTH R TORMB 7 A VAHELIZBW T RONE S
EERUBIORLTHE LTV, ZLALOERF
y N EOREEEL, FERREE 37 EA D 32 HITFLS
HEWHIERTLED O, —F, BEMF & 7 HE
I LR F & 2 X7 BIZIRER TS X ) ¥z
BREDVER L7z BikoiEy), F & oy EoREkd b
FEIART L2561, RS2 LoBIED T 252 720 1Rl
BRRIIMEET S, Lo TED L) Rl ERELRF
Ny BIGREORTIC &L D emElas LR/ L, Mt
PRI DI R VEARMET 5. —HT, Hfg
BE Y R EORFEMRI T VEEROMEZ R TR L
RAHFLIETLTEY, BERTIC L 2%Em0mEE xR
ERASEICEEAREE LRSS EEZ SN0 Fy
N BIIBEN R B R TR T 55 VSV B Th L. L
723oC, WARE & o7 ENEH T EERBOTF
y Rzl ATFar) I =R EN, WHEOFRR O
BEWRHOL IR EEZOND (K3B) 7, B4
BFE S N0 T VREGTRIIEELEDE N0, N
ERBRBMOELEEF ¥ v e~ t) I~v—%F
g B L REMEA LA L, REEREAMEE 3 2 #FH 0 )
BEEM IR EZONE. T0LHIZ, FalgAT
O+ I — DRI L D EEEDEANTF & /37 g
ORI M HEVEH DA D Z AL TH D EFZZTVAD,

8 BHYIC

FA TN F TSSPE I2OWTHE Y AV A OER (F
BT D2 R 3637404D @3 f oK (CADML/2 0%
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EARM R RE) 164849 HEFIfER O TR 375059 12 on TR
BRI E R, FOFIEA BT = X L OB % i S &
T&E72 WEDY ANV ARG & AR TRE R FEERR 2
ELREBIZER L2 T, INETHSN TV RS
72RNA VA VADHAL A Z AL ZWHSEPIZTH I LI
HEMELA. b &b EMBEBAEE R R VRRE Y A VA
X, 1 EYEARNTEEETICEREERL, 2. Bt
12 CADM1/2 % B MEMIA 1 & L CHRIA L Tl
RS S, 3. HMICHEER T 2EEO YA VAT
ARRIFSE LD L ERE L TORMATREN A3 4 HImiC
EENER L, RmEWICe MIBIE 2k EF &R L
TLE). Z0X) REEE Sy VX2 8% a— R biEfE
T ORI X BRI IEIER, A T D F)
B, £HEECE DAV Ay 87 BRI OMEEE, &
Vo 72HSE FRBYANVADATIIR L TRTHOZ A
=77 A NVATREI>TEBNLLE 2. 20k,
SSPE &\ 9 K OWF7e % 22 X550 72 k58, i ICiam
AR TAIEEEZEONZ L, ARSIV
AR OB R T Hwm T A L TEELR RS Y Fo—D
7EEEZLNS.

F 72, FA®D SSPE DAV ORFgEsEE & LT, [y A v
A% (sociovirology) | &FFIEN S, 7 A )V AEFIP DN
)7 v MNALOMEAEH S ERSEOMEEIZ S 725 3 %8
ZHFZET B EMAZET 5N B . SSPE 2B B K5 A4
WA ) AOEFIEIESFE & > 87 B o IEE ORBERH
HEAZL7-5LTnwA L9112, ZoMEOT LIV AT
J A EEHEIE (en bloc transmission) &85 X5 = A L
PHIELTBY, YA VAEFNOMHEERICE ST I2=
T A B OEEMEATRIE ST 5 L9550 FLASE 2
WO ALAZZRY &7 4V ZADRIGTHHT-OBFFE 7% 4 &
DT, HETANVAZICETL2HE S TN T 24
BhHUTE S, ZOFIIREDLLHEHMELZHEL
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Measles virus (MeV), the causative agent of measles, can persist in the brain and cause a
fatal neurodegenerative disease, subacute sclerosing panencephalitis (SSPE). Because wild-type MeV
is not neurotropic, the virus is thought to evolve and acquire neuropathogenicity to cause SSPE.
Our recent studies have shown that MeV acquires hyperfusogenic mutations in the fusion (F) gene
that confer the ability to use cell adhesion molecule 1 (CADMI1) and CADM?Z as cis-acting receptor
mimicking molecules and allow MeV to spread in neurons. Furthermore, under these conditions,
multiple MeV genomes, rather than a single one, are likely to be transmitted transsynaptically
between neurons through cell-cell fusion. Therefore, F proteins encoded by different genomes are
co-expressed in infected cells, and positive and negative functional interactions between them can
occur. These interactions determine the ability of the virus to spread in neurons as a population. In
this article, we describe our studies to understand the mechanism by which MeV acquires neuro-
pathogenicity in SSPE.



