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EAMKT 52 & THRE GOEEOE & M CHERR
REEERLTWD., ARTREMEY AV ADETO T AV
A BRI DO W TR T 5.
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92 7 A )V A% Paramyxovirus £, Morbillivirus J& (12
BT A ZoRU—T2HTE5—RKE~ AT ARNA YA
VATHLH, TorNu—7LIZ2MHEORES 87 ],
Hemagglutinin (H) % > /32783 X U Fusion (F) # /¥
JEEFEO. U ANV AKTFHNEBIZIE Matrix (M) & > 787
BEHBELE L, RNA 7/ 413 Nucleocapside (N) ¥ > /3278,
Phosphoprotein (P) % > /32 &, Large (L) # v /x7&k
#54 L7z ribonucleoprotein complex (RNP) & L THET
b BRBEPE NBIETOED B 1L72 450 HiFE o 58,
F 72134 H #5758 (1854 T 3E ) OBLHI THIE 7 1 )V A
DBMIZFHOFEXITH . BMETFROREL, WAL L.
M HBEER E XS D 20ICHEHTH Y, HROREBE®
AT & F ORGSR OILIBD /20, BT A )V ADEET
K5 — & N—2Z (Measles Nucleotide Surveillance (MeaNS) )
AWHO IZ X D1EEL ST b, B 24 OEEFEIZ 5
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BRIZ T AV AT~ 7 17 7 — DR BERHIIZIC SLAM 2 - TGS 2. JmFrY) >/ SE TR L 72 1%, RIS 3 - Tk
IR, &GO ¥ SRR THIET 5. BRI Y — 7 12T 5 & ERA 0 EMIL A LR Mg oS AN Bl L, nectin4 %
LTS ILA S, LMD 7 EHIVENZ T8 A VAR TAHEST 2 2 & THRIM UGS S VKR % (5185 2 2.

(Takeda et al.; Front Microbiol 2011 X ¥ #i)

HEINTW5. 77 F U HRIBETEEFIHAIIEL TV A,
5L D % W3 B 22 B AR T RO A A H SN THB D,
HARIZBWTIE, 1980 4EAURETHIZ C1 2%, 1985 ~ 1990 4F
(21£ D3, 1990 ~ 1995 4:121% D5, 1997 ~ 1999 41213 D3
AIGRAT L 7275, 2000 4 LARE D5 IZBR D, 2010 4F % #2102
HARIZERS L TV AR S Twn v, BUE TS
DO kA BIE T RO HGE L TRHAT N TV 5.

RETAIWVZADLET 42—

MBI ANAL Yy NO—F Lo 2O 37 ED
A6, HY U308, EMEE Lov 7y — Ligs
ReZFro. HY VSV EPHAET L LTy =1, il
2Bl L T\ 5 Signaling lymphocyte activation molecule
(SLAM) &, E Rzl o B BEENC 53 L T v % nectin-4
Th 500 BB OREEIL, BRIBE 7 A )V A D SLAM &
nectind DM HDOL LT —% i) 2 & LmdMHEL T
L. T FB YAV AL SLAM ot~ 27 a7 7 —
DB IC Y s WY SLAME LTy — & L
THWA Z EIZE ) B 28T 2 i iEz s 27
AZDLDERBEGDE—DENE L, V) Y RBRIZEGT 5
Nl N QU | R R = B A ol = CONP S EL /Ay N

Maofg, Wi, $EE Rk E0EF D) LSRRI RGNS
PR L, 7 A4V AIMUE & —FEAY 72 50\ SR ] 2 6 = 5.
EEIEGE DR LB, g 2o SERDSN RIS &
90 $1F T nectin-4 Bk EEZHING & 8 L, nectin4 %
L7 %=L LTHWT, MWL DERETH 5 1R/~
YRR S 0 RIS A VAR OSFET B S
LTGRO S AEER 2 (2% 5 610 (R D).
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FFAMTY 7 F SRS 5 IS LTy —T
HY, EATIEEDNL TR D02,
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DOF 24 N7 BDiEE

F& o7 BIEmbiik Fy & L CAM S, trans-Golgi
TIVVEVIBETE ERIIHHENDL. £ V7 VT
YT ANV ASETIERA ) & 287 B HA OY)EE
FEOREIZL>TIANVAD B EZXLARIREEIKE %
WELEZITTWAEY, 7)) VZETOMBICHEET 22
FIALTUTT—ETHY, METANVADPEEZL
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A Globular head domain Stalk
SPase cleavage site  Furin cleavage site  Fusion peptide (FP)
@ DI % Ve
= B:h ey ] B e HRE  [TM | T ([SLh
FZ Fl
B prefusion F C postfusion F

= HRB .

....

2 F¥ Yo HolE (A F ¥ 2827 80 2 ki, Prefusion form T, ~v F A4 & DI k), DI (%), DI (#kk)
KAAL U575, HRBFEE, (k) 25A =2 %L C\w4A. TM: transmembrane domain; CT: cytoplasmic tail; HRA-C:
heptad repeat region A-C; FP: fusion peptide; HBD: H-binding domain; SPase: signal peptidase. f1ZX B, C, D ® 3 &kiifi& &
L TWw5h. (B & C)pre & postfusion D F & ¥ 787 O ARG, GIZKA RIS LTWS. D)F ¥ U287 FI2 & AR
AiAET V. A N—27®HRB#E R) 2PEEZLL, ~v FFAAL V&S 57 3/ B rearrange L C 3 AD helix
bundle (3HB) coiled-coid Z1E%. 3HB ®_EJ1Z fusion peptide (2) 2SHTE Ty —7 v MIFROMBERIZZZEH S Y, WE
DIFEx G &L 5. WAHYIZ, HRA & HRB 7% six-helix bundle (6HB) % LR L ISSh#&7582 & 2 5739, (Plattet et al.: Viruses

2016, 8(4), 11239) & 1 )

WBFFEZLET Y —DRAETRE > TS, F ¥ Uo7 Hi
NEAETIERZER LT, SHICHY Y32 B4 81K
EERBAEEIEE L, MR ICE® SN P R
B ANV ADEGE, F ¥ 22327 878 prefusion form 75
postfusion form ~“EEZ{LZ R L TR EZ @G S8, 7 A4
WA ) KR BRI AT 5 2 2 THRIBT 5 2 (J
2). Postfusion form X EEIZLE L/ZRKELRDOTE ¥~
X7 B OREEEAIAENTH L, O EPLMEY
ANV ADEGUIZEMN, BMICRERIRLTE & 237
MO EEALE N) T —FT A ENEETHL, XT3 7Y
TANADL YT —iEa s 828 (H/HN/G) (FRis
AIWVADEEEITH Y V7 TH 5P, hemagglutinin i
% %° neuraminidase {HEDF I L - THLD /8T 3 7V 4
)V Z T, hemagglutinin-neuraminidase (HN) ¥ > /%7 &
RGN HEEMENTNE) EF ¥ 7 oM
NREXAALRMY »287 8 L OMEAEH IE prefusion
form % Z5E b A1EMH S 5 229, Prefusion form #* 5

postfusion form ~#EEZEALT A 2B 2% 5%
WIS F —EEEDS D 1), BRI OIRETIZEILL 7%,
H/HN/G % 82 DL X7 & =GN T AN ¥ —[E
BEA T, F&onXsBoBgEZite V) H—35LE2
LN TWwb. F72, SSPE EE ORI FHEG L T %
B ANVARIE, TANVF—EELTITS L) REREF
F ST BERMY ST EIERL, FY ST D
WAL LR TVIREEIZ R > T h . SIS Y RED b Y
A — I L% T B RE) 2 15T B 3090,

@HALINIEDIEE

H % o237 BliZ/MaE THIREN T 5 I2 4 2422
Bg %0 Ny FRFAA 2132 BRALAHEE L 4 81K
dimer of dimers) #JEH L TW5. ANy FFX A VIZL+
TE—=HEET A A=A TFOaN) v
ADINY v 7 A2 RV (4HB) # B L TWh, A h—72
OB 1L RED S 22 5 ) ¥ — NEKIAS straight HE k%
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®3 HFBEASEOHEETI. prefusion form D F ¥ VSV ED~Ny FE A4 HBD (F) BSH Y V37 EDA ~— 7 O]
g R (72 7B 110-118) EMEAEH L TCWwWa. F % v 37 H prefusion i PIV5S © F ¥ > 7327 4 (PDB: 2B9B) # #1
WCAFBL L 72, FE o7 E0mBIER2 D e st L Twab, HY Y7 BH A ~— 27 OfEid PIVS @ HN (PDBAJF7) % §5781

WAER L 720 (REEE 7OVPES AN - SRS RERT 78T )

&N, AN=7TFERIX THRIED S0 %) B = NEFIDS, N v
7 AWML, #AED L9 7% left-handed supercoiled 7
HEREDEEZ BN TG LY,
@F22NIBOM)H—

Hy R0 BEEF 5 37 DM L TG 25 &
BT LA, RELFGTT2O00ETAPRIBENT
W5, 120% provocateur model & F-iE, Lt 7% —&
W52 TH/HN/G ¥ v 587 Bhkss bz s L,
INPEESTDHF Y YN HImDb) F o 7 Holg
WEEALDFEEIND, LW HIbDOTHSL. bH—2id
clamp model & XN, H/HN/G ¥ ¥ /87 E S WEILF
y R HEOREEELEM ZAATEBY, H/HN/G ¥ ~
ITENL T Y —EfEGTAHETF ¥ X0 EHEEEL T
F % U0 B sz R TV bDTHs B W,
H/HN/G % ¥ /82 B EF & X7 B0 L 2 THEe
REEET 500, MERNTIZ2 T4 VATH T AR
2k o TH7% % 134540 Parainfluenza virus type 5 (PIV5)

R CHN & VS BB L2 78 — LA L7z
BEREZEET 2010 L, BMEIANVAOH Y ¥ 737
BoOWEL, R TOEBER DO FICEARE TR L
TV BAT = Z LIZRRIBE ™ A VA DA 1L clamp
model |ZfiE\y, BEENMAE DY 4 3 ¥ 7V EEEICHET L2 &
WZHHMEL TR XY ICRZ S, L 2AH, EVvEY 74 )L
A (RBIANVARA XTI AT 85— 4 VA (CDV) &
ANZNXTANVA (NS FFTTALNVARZINTALJVA) OF
& X7 L, HARCHINEIZ 38 &4 C 3 prefusion form
RS TWD I ENG o719 = = ki provocateur
model L TV 5.

EHL 50840 H/HN/G Y s B ED L & T
Z—EET A L F9H/HN/G ¥ 28 7 B REE AL
By, MALTF S w8y BICHEE ISR D L%
AHNTWD 2N U LB YA VAR Y V87 By
R R XA OGS O R, 2 B2FolEEL 7
=R Lo TR EAEEAL L N Dotz 72
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720 2 RO AR L D 2 HEO 4 B E)
Bens=® F7- FEU/ST 327V YA )V AD Newcastle
disease virus (NDV) % PIV5 ® & b — 7 ¥4 % & & 72 HN
Y S B ORETERTTIZ 2 oD 2 BIEDS A b — 212 L
TREAIEEE L > T2 oz bhbAy PR
ALY D200 2 kIR A BAEICEIC 2 LSk D &
EZZHNTWD, EHIZH/HN/G Y YIS0 HDA N —2
L ORI D RS IS EE TH S Z EATREN T
%. H/HN/G ¥ 87 DA b — 7 Oddeihsy (5
ANWAHY VXV EOYE, 73 /M 110-118) AAF ¥~
N EMBEREHL T A BOV(R 3). 2B AR S,
ZOWG xR ETHIMOBELBLDSF & vy GO sk
L2 FETLEEZLNTNGS B0 F72 Ay R
AL ERX M= OB RE7ANVAH S VI3
BOWE, 73/ 167-188) 17 L&Y 7 ip AR—H—
LT, LT —RERICLAANY RRASL VERA M=
OWEZEALZTEH L TVBEELLNTVAS D, &5,
ANy RRAL RN Bz H/HN/G 7 Y7 ik Lt
TH—IKGEMICFE ¥ U7 I X ARG ZR T
LS 60 P EoZ & p s H/HN/G ¥ > 287 B D
ANy KR VSEEOME, W, ¥4 3 v 7 TG
MR DLEHEIZLETHY, A M=V HGHNFE S 308
M)A —F LR TWDLEFR 5.

—J, F& U7 8ix, ~v FFNA4 Y2 H/HN/G %
YRZEDA M= LHEEHLTH2 VP (F3). F ¥
YN EH/HN/G 7 X7 L D ERERNZ EAIEL
WA IV TORBAICEETHL P

5™ 1 IV ZDHEM

FRBHER R RRIE ™7 A )V A DS —ER Cdr 5 = & 12
RESHKIFELTBY, P ML EROSEERS 2 SESN
727 F o GBETEIA) CHESNLPURIZ L > T
AP OFATHRD RGN ST 5,

TANVANE o 2 @Oy N2 (HEF) 1%, &
SIZHAPUED F =47y N THHH, HRERISIZFEICH
FyRTBEIZHLTEIY, v MIGEFIZIEZH Y v 237
BIZx§ 2 HAEMSEEMIZS W ™0 ZhEH Y v 8y
BLEF Y X7 BEWEICEAGRETRLTBY, SHICF
Z NI EOFD, EPENZEEERLTWDL EERZDS
ns.

BWHEZI T ARE, 70 —F VP2 HWTH Y ~
NIEEDIE b—=TPE SN A, UTICHY »
NWIZEEDODTYE b =TI2O0W T T 5.

() Hemagglutinating and noose epitope (HNE) (X 4,
5 E, F &#&)
HNEZH % 737 B EOELRPHILYE =T D—DT,
T3 MR 379400 0257 B, B TOBETRTIE RFS

NTWa, YA VAT EZIREE LTI AE/ 70 —F
Wik a S &, HNEICH T 2Pk ik d £ CER S
5. F7:, HNE 2K 5 E 7 7 a—F ¥kt e bIimiE
T ORRBHEICTR C (~40%) #4T 5 ™. HNE (35
IZZEEMLTEY, Le Ty —iEEEHM L TBENL TV S,
HNE 25t 3 24kl HY v 37 L 3fieCcoL v
¥ — L OFEERMHET 2D, ORI I D
NTPUERD S — 7y b F FHRF STV 2 EHIEFRT S
Tz, HNEHURICH T2 A r—73Ia—%
M (QQIRZEHEZH Y /87 BIZHST AV A) 1%, B
HAEAMKE 9 5. T2 &5, HNEWRH ¥ /32 8o
TSR, PEREMICEE RS CTh L LHRIND. D
HF B#EHROEEIZLELZDODPS L, S5IZHREY
ANWARPENTTHL, Ay TATA VAL EDMBDIRNT I 7
VA VATS HNE B I3 Rr ST s ™, hE T
FTLTCW5 Hl #ETRO—HOMIE Y 4 )V A DRl %
KT ESEFICHNE ST 3 /AR (P397L) %L C
BY, —HOHNE %% =7y be$THE 70— F T
ETHhSETAr—FLC\w5h. 727201, b MEohHIEED
ZALIEMH STy Ze s 808D,

@L 172 —#EER L Receptor-binding site (RBS) (X 4,
R54L>Tt)

L+t 7 ¥ — & EML Receptor-binding site (RBS) 12 H # ~
N7 EOME (HERE LTARLZSE) CHEETS. LE
T —LAEET B L) HEORITHESFIIIEDNTES
T, FELRIVE P —TEhoT0Ah, 320017y —f
AL, A —N—=TF v T LTV, WEEICEEL
TIJMIFNENELDL, CN60T I REPERSE
LUEWEDLYT Y =2 %Mz 7 R BT A VA
fBTon, TNHERBS IS 5E/ 70— F Vinhnrs
IRy =73 %% RBSIZHT AE/ 70— FILififkid
b M RS iR < (~ 60%) a5 T

QFEEICHEDINBIIE -7 (K4, RI5EEB)

H% 2812134 20 N#EETMEHEMN ISR D 5
(7 3 7 MOALE 168, 187, 200, 215) 8%, Z 5 DfEsH
T H & 37 BRNO KRS 52w, ko€ b—7
LRbDEBHGTWS . 473477 7 3 B % AR
BHMLTBY, ~BOBETHOKTIIFELIE b=
LoTwa ™ ZofEiE RBS 12T, Z2IHEaT
AU LTy —EEHET S ™. BAERT LTV
%11 BIZFHD S b 6 DD#E(ETF R (D4, D5, D7, D8, DI,
D11) Ok 416 HEHO 7 I /2L (DAI6N) 12X Y I2Hr
727 NAEAEHES (R4~ ry) #EEL, Oy
ABEVELT TEF—TERL0%WTW5S. 2770,
N416 ESH 2 FE o TV B HRD, FHo TwWiawikd, MEBEE
DILFER T 7 F ¥ HAF OIME TR h s s 80,
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K4 HECNJEAYRRKAA D 2EFROBSEEIEN—T
2ERDIBL1IO2OH Y 7 BEEVIKE, b9 1 2% RWKAETRLTWAS. I sphere model T/RLTW5. (AD)
HY 278Ny REXA 2 28EKoRAM. B,0A LR LHHAS K2 &kofiE. (OB OIS 2 LiiE EF
D L UHAAS R 2 B8EoEE FE ORICHE#Z R LS EXo~E Yy & OfEs) NA16 B, TRIIE N416 Bl
PEVIRFE, #EOIE b — 7 N6 HEsE (<X > ¥ ) THRENLDHYrH 5. (Tahara et al.; Viruses 2016,88)%) X b 2% )

(@ Neutralizing epitope (NE) (K4, R5&F&) LPURIZ L7y —REEHENETED H DB ZF O MEILE

NE &7 3 / & 244250 #* & % % T ¥ b — 7 T linear C, LAHY VSZEDS LT Y — 1A LT RO
epitope T 5 8. & |27 3 /| 240-247 DEFIE 7 L AAEBEEEHETLEEZONTVRSE B, Hy vy
¥ TN CTHEDOREE % & 5 720\ 5578848680 NE |25t BlL v 7y —#iatk 28RELO/MERAIELT S
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5 HECNIEAYRRAL L AEBHOBEEIEN—T

20D 28ED) L1200 28K ZREDIKE, ) 120 28R ZRROKRETRLTND

1 v 4 RO

EEZLNTEY, ZOWEEAFF Y 287 HIZk D
BRMEZ51EBIIHICEHELZLEEZSNTWS. NE &
2RAEFAEOREFRIAET D225, NEIZHT D
AR H Y 7 HARKORKMEELLZHES 2 L
EZHNTWE Y (H5).

® Loop epitope (LE) (X4, X5 ##éa)

73 WE309-318 b AN — THEER LAY N —F

T, RBS 7513\, Z0720, Z AT 29k
Lt Ty — s %MEL&w%X4£%L&@529@
LEWZH % /828~y FRAL COERICHEELTVS
(B5). COBFIEF & /87 BEMAEEHLTNSLETF
HansgEmchs (K3). LE # ik T APUKIEIH Y
7”7“F7yﬂ7g®@A¢®%&%@$¢%m E3
, Y D200 LE 3 2 BRFELOMKEEBMICALE LT
w%(l&.ioTLE% A AR NN B s AV PAT/ )
D4 EEEEOHET S k5 ICLE 2T AT
BRI 2 ODRE o TV LD TEREHET LI &
WL <, LE 2#ET 20000 A5 —FI2a—%
Y MQIURERAY H Y /87 HIZFED Y A )V A ) 1310

R HNE

KEDOHIE SLAM, #igEid 2 862273 /8 Yo 2348628273 VBERL
TWwab, HY UV EEIENH A A BETH L7200 707 I HRIE 2 OOBENE®R L EHS 2 L% H
7B A= EOBKIX. ROKEOT 25 ZA7HMAD L E (OHY » /%7
DHZ Y87 H~Ny FRAL V48 Bz A EREELY. SLAMIZY R EFVTRLTWVD
TxaFRLK, NE & LE 4 &R BT 28 A, DOY Y 7)Ildh b 2 LD5h5h
TS . LEASAY FRAA Y OEMICH D ED0HhD

5. BH%
B 4w, ROREO TS KA.
. EDERLEIZZE k=
BN FRAL V4 RfkE A —
. (Tahara et al.: Viruses 2016,8(8)%" & 1 e7% )

e KIEICET 92, 22 b7, LEAERIZZ LW
IV P L THREESNTWARHEEATHLEEZON
5.

uift&tﬁ%ikb%k BT A WVAHST »%

BOLT D 2 DO H— G % 33 % 75 7250
L&ofwé.ﬁy/n7 T W) RELpFEL LT
- LTHWwLZ L, QIExFR% 484 (adimer of
dimers) TH A 720, U7 I /A2 MO KE %
DI L. INHDZ EpbiEER - BRERRIICT I BRZAL
FHBRTELRVEL QBN I V=TI >THY, B
FEHEDOZALDHE 59, #60 LRI SI/ES 2T 7
F 05, BIEOTATHRIZG L TL & EDLTHEMNTH %
HEHTHA .

MMV A%

77 F A R LBURRE SR % 95% Ll RSO 2
LT, HARTIIMEBIERIREE L #E K L (20154E3 A 12
WHO MZHERIBREEZ RS IS Lo TRRE S L), Bl
L ZOREEHER LTV, L L, EBERND SRS
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T AINVADEA S, RGBS 7 SRR A 1) R
LEELTWA, BHEETLY 7 F v EZ 2T Thiewn
NS —ER U TS 5 &, MEHIRIREL MR 2 &
IWEETH 5. sCBMOFEE L -3 TIE, HRIZRRE
FERDPHEE 2 WIRY, MEBEOBBIIIEL 2 577\, #iSHE
BIRREZ MRS 27200, S SIIIMA D S M M 5
BIET 7 F UMAT, Sir A VAEOBEHIEETH
%9 8 (BB D [HEW: elimination] & 1%, HF%E O g
ENZBWTT A IV ADIEIEAER S Lz REx R L, — 74,
[#4 eradication] &%, 7 ANV AZDH OHHFF RS
L oK VD). PLr A VAR IUL, ER
GO LS, FSERTIICIRE S, BE b2
FENCHEESEAZ LX), W 2 EMEGEE HIET 5
TEHTED., T, BRIOREPEALZEEIIHLTY,
WEHEETIFLZENRFETE DL, 612, META VA
G D BAERIZFAET A SSPE % Measles virus inclusion
body encephalitisMIBE) &\ 5 72, 7 4 b A D3N, FlifE
ST 5 FHRARDWFWRDOGHESL L THFTE 5.
T EN TV D S DIERZIEND, BE2 O 1)V
AR, BEWEY) T ANV RAEGHEEM K L THERTH S
ZEN, BPMEFTVTRENTVYS O 1 DIERAHE
HIT, ) —DETANVARY AT —PHEH THDH. 3
FIT 7 A v A D WL 2 I3 5 212 2 iR A THWA 2
EMEZLNTWS, EREHERIIF ¥ > 287 Ik
THLHODPMEINTVD, 2 TRLAED, Fo s
7 & @ prefusion form T & L T v» 72 HRA & HRB #°
postfusion form TI#HA& L 6HB 2 KT 5 2 & 23L&
WCIIEETH L. b MREAET A VA (HIV) @ gpdl
mE, ZLDIANVADEMES YN HTRINTVDHD
ERIERIC, BT A4V ADY;4E S HRA ¥ 7213 HRB % #
W57 I EE,PS%DHNRTF A 6HB O ZE HEL,
B IERME A HET % araro— v EMmL
72T F RHRZIRT A N ZADT 7 ARG FEER TR Z R L
TV ESITHMBYANVARMEET VYT ATL Y
AV A DR TOWFHENRE LR L T 5B YO 2 FiEg
TR TH MMM 22 CRIRERL7-Z & h
5, SSPE % MIBE {H#3E & L THIFEE LT\ 5,

S oI, BERG % ET 2189 FLa AS-48 b Bl %
ENTW2 0 CDVIZORESH 2 Z ENHELLEY Y
ANV AGHENZRET DI AV AL 72 B W REEASS 2 101103
AS-48 1L F % » 737 & @ prefusion form # & ELd 5 2
&SRR, ARG 2 ET L. 72720, KA
JEEBRTLARRE LR L TELT, WY A IV AHEHIZ
WS 25 EOMBEENHLOT, 7Haroits en
VETH B 1,

YIS

RSB ™ AV ARG ONTIE, ALY T Y —DFE

(VANVA EE6TH W1,

12 & o THRNTORGIEIRER2SHO 0 E ol —T
BT LRVTOY AV ARLREREIC O WL, EEOET
IHFIB SN TWE, F4E, & 5 ISHEA 7S & AT %
PSR MRAT A 2 VW C, IR EICE S X 0 52501 A
N AL INS. FUCLY, Le Ty i
BEHEH 72T, BERE SR oA BB ST REC
nBHEEZONL. T, FRTIEEHOMBE LY ki
SNBDo7zh, TANVARY) AT —XOrERE, FEEAAT
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Measles virus (MeV) is exceptionally contagious and still a major cause of death in child.
However, recently significant progress towards the elimination of measles has been made through
increased vaccination coverage of measles-containing vaccines. The hemagglutinin (H) protein of MeV
interacts with a cellular receptor, and this interaction is the first step of infection. MeV uses two
different receptors, signaling lymphocyte activation molecule (SLAM) and nectin-4 expressed on
immune cells and epithelial cells, respectively. The interactions of MeV with these receptors nicely
explain the immune suppressive and high contagious properties of MeV. Binding of the H protein to a
receptor triggers conformational changes in the fusion (F) protein, inducing fusion between viral and
host plasma membranes for entry. The stalk region of the H protein plays a key role in the F protein-
triggering. Recent studies of the H protein epitopes have revealed that the receptor binding site of the
H protein constitutes a major neutralizing epitope. The interaction with two proteinaceous receptors
probably imposes strong functional constraints on this epitope for amino acid changes. This would be
a reason why measles vaccines, which are derived from MV strains isolated more than 60 years ago,
are still highly effective against all MV strains currently circulating.
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