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Jua4)VA (NoV) IR THREL TV EIA VAU TRIED T /ZAERA T A NVATHA.
Al b BEIETRZAEL, MO TEMME > 72EME LTHEAET S, T4, Novo7e b ¥
14 7T % Norwalk/68 (NV/68) ¥RATMLIEEIPLE Td 5 HO), A, Le BIPUEICEAE TS L2 5
W7 o 7o MRS & 3 PURREEZ D o 7B TH VD, & P OFRIMERERM 7217 T4 <, NoV
PR L5 THA) BE FEMRICOEBRENRTV S, MERFEOSRICES$ % 7 0 — AT
FED—>TdHAH FUT2 (Se) W#E% a— ¥ 2 FUT2BZT-HEMMO v b TGRSR 25055
MRS RBE N TV S (GIEEAR) . ZHcxd L Se BETAZERIC L ) ARELT 5 &, g
Pl EEMIBICEE SN s FEFITIEAR) . NV/68 k& RT ¥ 7 4 TITEG S E 5 L 43il
TEAR TR DS LIE I BUEAR Tl L v, S S B M CligeR % lhigist4 5 &, O
O b TORGEEDPE < BETIRBEERMEN EPRESNTWS, Lal, 20— TNoViZ
BT AT XTOT A IVAEHNV/68 & [F UMEEPUR 2 58532 b TlE RV ESHL NIk 5T
&7z, GII/4 @ fEF RO BIE R A T & A IMERIE OREL %S {, 22 holl
THUE A~ DK A1 b 3V 2 & 2% in vitro binding assay, EFMZEOME 2 HFEH SN TW5E, Z O
TR, HRLEDWMRFTHRTL TV A TH 205, TOMEENITOVTHEIFHETVR N,
BN E 22 SN T0avnb oo, GII/4 BIEFRERO MEAPUR O O S DMEE
DO SNFER DN TV B AFEMEATR E v, MEEUR AN O % A ¥ — b & L7z NoV DGR,

D, LD AN Z AL L o TFRERIEICE THPD L 0D, BRAPELNLAL.
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MRERM EOMHEICHE T2 7ANVAE LT, i, #
7212717 £ )V A (Norovirus . NoV) 25U A Mz &
N7z, WfeRm EoE#EIE, YA NVALET Y=k LT
BT T THY, YTIVERRANXIT Ve Lo~ A+
AT & TS E OEEI 2 ) 2 &%, FiEE
BT HTIANAELTHVYIZITA VA, R F—
TIANA, LEFIANA, aaFITANVA, XTI
TANA, NVKRTA VA, HRELZR#HRTLTIAVALL
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TTTF/BEE7 A VA, NVRATANVA, 7TETA )L
AHHSNTWA O, ZhIzx L, NoV i, BifzH0%
WL A HTE  (Histo-blood group antigens) % iRik4 5.
AR TIE, NoV &IMERIPUR & OFEEIZOWTIFHT 5.

NoV &3

NoV |2 & % FHIEIE, DAEZEZEFOHFLH THREL T
WBEEBTH Y, 74V ATERT 5 BRI A Es S
DB ULEEEDDL (BRI1). T/, AFITHITT DY
HEBEOEELRERYANATOH S, —fFICIZEET
S 275, @i, FLLRITBWTETH, EHicX 2
Jikd B\ IdRaMErEMT 2 CEIEL L, BICEDL L b H 5.

NoV &4 ¥ 7 4 )V AR (Caliciviridae) + / 07 4 VA
J& (Genus Norovirus) - / —7 4+ —27 74 ) AFE (Type
Species Norwalk virus) |23 HEN S (F1). 77 A1
KEERNA VA NVAD—DT, #76kb DRNAT / L%
H3 5., 75/ L RNAIZIE3 DD ORF 23477 L, ORF1 &
LY N7 %, ORF2 W3Ry » /37 ' VP %,



182 (YAVA 5575 %275,
&1 HYVII4C4IZ# (Family Caliciviridae) D74 VR

J& Genus fi Type Species Pk Strain

Norovirus Norwalk virus Norwalk, Southampton, Desert Shield, Chiba, BS5 % & (GI)
Hawaii, Lordsdale, Camberwell, U201, Alphatron 7 & (GII)
1Z7°1Z Bovine enteric calicivirus, Murine norovirus, Swine norovirus
e

Sapovirus Sapporo virus Sapporo, Manchester, Houston, Parkville 7z &
Porcine enteric sapovirus

Vesivirus Feline calicivirus Urbana, F9, Japanese F4 7 &

Vesicular exanthema of swine virus Bovine calicivirus, Primate calicivirus, San Miguel sea lion virus 7 &
Lagovirus European hare syndrome virus GD & &

Rabbit hemorrhagic disease virus

FRG, AST89, BS89 7# &

JAYANVABLITTRIANZADOKREEGT I PO TH SN2 DTH L, HEY Y, 75, EEEPSEBKDO T A VADGEHEI N TS TW
AN, INHDTANVANE MIERELZE T AHE TRV B B, FIE A 5 v 7R TR 5,
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1 2006 FICREL -BPEEMICH T ZREAHEFNEEHRODES.
BEBCAHIEGZRY . BETWE R hEaT, 2007 45 AREOWERZ b L ITVER L7z, 2006 O AMHER S K

39222 N, 2DH B a7 ANV AT KD FHIERSIE L7203 27,642 N (7T1%) % 7.

W (v Vy A, YUVERT

BW, 7 ROERE, B 74, hruanyy—) ISERT L2 ERHEFH LR, T4V AEERHEREICBWTE,

0y A VAN 95% Pl EE G, AEITIFREEOMEN Z R

ORF3IIEIEMRET I VBB EY VXV E VP2 % 0 —
K45 (R2). =20 Y4 )V AHT1E 180 43T @ VP1
PRELEREIN, ZONFHIZ1 5T D7/ 5 RNA &£
STOVPLNEENL EEDLNT VDS 3P BRERE I
T ANO — THE R WERZE 38 nm O/NITEIEE L7
TANVAELTHESNS (B3). BifE, NoV IZET 5
7 £ )V A 1% Genogroup I (GI) & Genogroup II (GII) @
2 DO Genogroup (GEIZTHE) ICKBIENh, EHI2FNE

iz 15 & 18 @ genotype (E{xTH), GI/1-GI/15 &
GII/1-GII/18, 2/ &ahns?) (R4). &EETHIZER
FNHEL S PERISHE L TBY, WD TEEEE -
FAEFE LTHIET 5 Y,

NoV R DIk

b s FME— ORI &35 NoV 1%, gt e
DANZRALEDHTLRIVTORITIEATBSLT, ¥
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ORF2 ORF3

@

polyA

VPg
(Helicase?)

sub-genomic RNA

NTPase VPg Protease Polymerase Capsid Capsid

(VP1) (VP2

#9 7,600 5D —AKEH RNA

X2 /O7C4IVADEEGEFEESE

RNA 7/ 4133 25® ORF %4 L, ORF13JEtkE s /87 8, ORF2 i3M#§i#E 5 /82 B VP1, ORF3I3EENT I VBICE D

sy VSV VP2 23— FLTWa.

K3 /A4 (G4 EIEFE, Chiba407 #k) DEFIEMER

B3 38nm TH 5.

AWV 2 DGR, A RIWELZARALEETHS.

LorL, BT 74 TREEGFERIC L ) RIGESH & 5512
o THBY, KENZBITHMITICES L, NoV EkgeEnzE
B OB I I ER L, RPLLTwaY,

ST EEN TR R TR b ER LT 5
DL, 7 A IV AFEHR 22T (Virus-like particles: VLP) ®O1F
WLZOEHTHASH. ORF2D 5 FKiHh 5 ORF3 % &
T A RKmE CEMBZ N 20 VATHESE
EZAH, KEIHEASN VPLIZHCES L, THHE, U
P, BEFEEOETIZBW TR T AT Ry AV AR T- 125
L7 VLP 2 B 22O o72 13 W VLP
FESUE, 7 A )V AR OREY. ST 72\ NoV DRFFEIC
EoT, kvt —vaFVhlikRETH- 7. FOH,
K4 e FHO VLP 23 S W CTHUE YRR A D IR 25180
LN, Le 78 —BEMSTCH L MBEENEORZEICE T
Bol2DOTH 5.

MAERHREE L ?

METIPUR & I PR EZE S o 2 HEEHOKRIRTH 1,
ABO I Ts, Lewis RMEMPTE, Ti s g BB 7
EaserEn, ThSHEIRY FORMEREm 21T T% <,
NoV L $5TH A ) IE FEMIICHBHI AT
b, AREIZBWTIE, NoV & OfE S ENTHE D% v ABO
MEEIPUE, Lewis SNIMLERIFUE o 1 Y, 2 RIpESHIZET L
THREHEAT) .

OMDE MENTERFLIVIFIY, TV F—2X,
72— 20 3MEOKED S 7 B HHUE & I 5 FEA M
#HEELO (F5). 1RO T 7 b— AT 1,2
EWET7a—ANEBENL I EICL>T 1 8o HHiE
(H1 ZIFESH) A%, 2HEHOF UL AT 7 b — AR «
L2HETT A= AR EINLZ LIZL->T2Ho HE
JF(H2 BUfEgH) Emahs. 18, 2ROERICES
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SaitamaT35aGl GI/13
Winchester Gl/7
Boxer Gl/10
SaitamaKUB8GI GlI/11
IF2036iraq Gl/15
SaitamaKU19aGl Gl/12
SaitamaT25Gl Gl/14
Desert Shield GI/3
Southamptor Gl/2
Norwalk/68 GINn
BS5 Gl/6
— WUGHT Gl/8
|_< SaitamaSzUG1 Gl/9
Musgrove Gl/5
Chiba407 Gl/4
M7 Gli/13
Idaho Falls Gll/9
SaitamaU25 Gll/8
Lordsdale Gll/4
SaitamaU3 Glli/6
Alphatror Gli/N17
Leeds Gll/7
SaitamaU201 GII/3
Chiba/040502/2004 GlI/18
Kashiwa47 Gli/14
SaitamaT29GilI Gli/1
SaitamaKU80aGl| Gll/15
4'_: SaitamaU1 Gli/12
Hawaii Gl
SaitamaT53GlI Glli/16
Melksham Gll/2
Mc37 Gll/10
Hillingtor Gll/5

X4 /AOYACILREGEFRREE
ST 21) OTEIRICHE UIERK L 7-.

B2 Genogroupll (GII/1-GII/18) DACEM AR EN T WA, B R A ) A D Manchester ¥k i3 52548 AT 12

e LTHW.

%al,2-7 3 AEBEEZ L LTIE, FUTL & FUT2 234
LNTHY, FUTLIIZRIME Eo HUEO AR, FUT2
BEFZIIMER O HIUEOBKICWETH S, HIURDOF T
=AWl a-N-THFIVHTT7 b IVHREG LD A
WETHY, «-HF7 b—ADHEELIORBHIETS
B, %7, 1B N7 F V7V a3 vila l, 4
FEETTI—APEBEINL Z LI12L - T Lewis? (Le?) ¥t
JEAS, H1 BIMEEED N-7X2F NV 7V a% I Uila 1, 456
TT7 A= AP ENDL I LIZL > T L HEAEREN
B. ZHUTH L, Le¥, Le¥ PRI 2 BIAESH 7213 H2 B
BONTEFLNITNVIAY I VIZa L, 3FEETTI—AN
HRBENLZLICL o TENENRAR SIS, Le?, LePHi
FABICES 5 o 1,4-7 2 — AEBEEFZ L L TIX FUT3
WS, LeX, LeVPiEEMICBEG 34 ¢ 1,3-7 32— AmBE
# L LTIEFUTS, 4, 5, 6, 9 HI6NTWS

FUT2 % 02— F¥ 5i50# FUT2 &z T4 b2k b Tl

Manchester (Sapovirus)

SR AT 12 ORF2 OIFFEEFNIC D W T WD, EBIZ Genogroupl (GI/1-GI/15), T

BT BRI

MR PR 2SR A s b il S, BB LRI & IR
é‘ﬂ’(b‘é (5 TUAEAR @ Secretor). ZHiixf L FUT2
BT PERICL ) ARELT 5 &, MEBHUEIE LR
WEB SN R, BERPICOFWINEL s G0
WRIE R . Non-secretor). + ¥+t ¥ ZZ&% (G428A
CEBAARELDOS A, MERPUE E
EEEREIN LD, Iy /IZBWTIE20% Ok
I OFEIEFWROFRZE D, TS LTT
WCBWTIEHE I At v A% % (attenuating A385T
missense mutation) 2 & ARIHFILDOHEDNE {, RE
7 IE5 WAL (Weak secretor) OERBREZRT. \_O)i B A
A ROMEIUR 2 50, #EHT 2. BRANRE S
72 AN L FUT2 151 i Sejﬁ’g‘mfi%k%ﬁ Ton, H
AANTIEHA0 % DHEETHMHM LTS, Thbb, 71"7
16 % D HARND, sej/sej DAL T % FFoRst b IS
REACTH 5 161720,

nonsense mutation)
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1258 Le2 iR
@D s1-3[GleNAg] 5-———> @as1-3 B-
FUT3 a1-4
FUT1,2
H#LE (H1895E8) Le® HilE

61-3[GleNAG| 5-————> @as1-3 8-
a1-2 FUT3 al-2 al-4

ASL

I BHE
(GainNAc]1-3@@aDs1-5[GIENAG] - @D -3 @D 51- GRS -
a1-2 al-2
2RIESH Lex fiLl&
./31 -4- f-—— ./31 -4 A-
FUT3,4,5,6,9 21-3
FUT1,2
HiUR (H2B 5 8H) LeY HilR

1. [ ERE] » ———» @R[ -
_ FUT3,4,5,6,9 _ _
al-2 al-2 al-3

Ay \zm
AR

iR Bin/E
b AL 2
al-2 al-2

X5 18, 2BFEHARREE

OMDOE MENTEFLTNIY I (GleNAe), #5527 b—2Z (Gal), 7a—2A (Fuc) O 3MEOEN S % % HHIUFE &L
N D HAMEGEEEZ LD, 1EMEOT T 7 b— A e 1, 2RHETT7I—ADEBEINL I LI2E > T 1 H o HPUR DS,
QIEGEDT T 7 M —AFRIEICF L a 1, 2HETTA—ADEBINL I LICL > T2 Mo HHUESGHR SIS, 18, 2
BOERICEGT S a1, 2273 —AEBEEFE LT, FUTL & FUT2 23516 TWwWa. HIUEDOH 52 b — A2 oa-NT 1 F
V52 b3 (GalNAC) DSHEE LD ANIETHY, a-HIF727 F—ADHEE L0 BHETH L. $72, 1 BB
DNTEFNITNVIAYIVIZa l, 4FETTI—APBBINSE Z LI2L > T L HUEAS, HI BHEHO N-7 L F L7 a
PIVilal ARETTII—ADPEBRENLZ LICE o TLEPHBESEHRENSD. TNITH L, Le¥, LeYHisild 2 MpEslE £
7 H2 BFEED N7 F L7V ay IV ila l, SFHATII—ADPWHBENLZLIZLoTEFNENEGEENS. Le?, Leb
PURARICEE T2 o 1, 4-7 02— AEBEEZ & LTIEFUT3 25, Le¥, LV MRS ST 5 o« 1, 3-7 02— AEBEHE L L
TIX FUTS, 4, 5, 6, 97 HSNT V5,
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(VA VA $57% $H25,

£2 JOJAIVANRHT oHEH

Strain Genogroup

Binding pattern

/Genotype HI/H2 A B Lea Leb Lex Ley
NV/68  GI/1 + + - - + . T
C59 GI/2 + o+ - + - ad  nd
Boxer GI/10 - - - - + - +
Hawaii  GII/1 - - - - _
BUDS  GII/2 - + + - ,
SMV GII/2 - - + - - nd nd
Piv GII/3 - + + - +
Mexico  GII/3 - + + - + ,
VA387  GII/4 + + + - + +
Grimsby GII/4 + + + - + nd nd
104 GII/4 + + + - + nd nd
MOH GII/5 - + + - -
VA207  GII/9 + - - + . + +
OIF GII/16 - - - +

HEIANARDFEE /NS — IS E L6, 9, 260D F% F Lo/, In vitro
binding assay ( Saliva-VLPs binding assay ¥ 7z & Carohydrate-VLPs binding
assay) & O TSN LEHHEHTH S, HIFEICHL T, 18, 2HoOfKES
B8 TEEHE L 72, Saliva-VLPs binding assay DfEH L 2 G S T2 Wk IZE
LTI 1R, 2RORXDPHREVZDTHDL, TANVAKRO Y TR ) ¥ 7 k%

LMK 15) eVt o 7z,

A7V EMRBGR & OISR

VLP % fi 7= in vitro binding assay (2 & 1), NoV D7
O k% 4 7 CTdH5 Norwalk/68 (NV/68) HRASMLEIIGUR T
H5H, A, L BHEICHAET 52 WO 0k o7
(% 2)6:891218.19  1p vitro binding assay & L ClE, #H D
WGV H £ T VLP O &, Z0%oME
13L& A DS ELISA-based DFHEGEBRBITICL 5D DTH
A, MEMytE % 7L —Miza—bL, VLP 2Nz, o
WEEEEPLVLP PUA TR T 5. MEFRIPUR & L CHEE %
a— A LEE, BREHET - N T AL LNT
w5,

KT T4 TIRGERIZBWTH NV/68 & iR &
DR % TRET DIERIEEN TS, W IEAR/ IS
RUEARE TG % WBHRET 35 &, /b RIEAR TR Gent
B LIEIMTRIER TII R L e w2 &, & 5 I i
TR L LBMET5 &, OO L F TORYEIE
BRI TIIERERFENZ EHHESH TV L ¢
12 2003 4E12 Lindesmith & 12 & o TR & 72 @A 18
X, 77RO KRB RGEBRZ AT o TV B K, RGDIL
3L L7234 NS ARTHOVTWEMEAR T B 1) - TR 4 Tk g
DA L7z Mdwned o7z v ST IS 2 i 5
RIRLI2ZEDSA NI VDB LHETH 7.

MBRRMEDREEE VAV AKRICEIVELATH D

A EX 7% CTuk-X72 in vitro binding assay & KT ¥ 7 1 7
PeEBROFER LT T b & 1 7 NV/68 FRICIR o 72fETE R T
HY, NoVIZETAHTXTOT A IV ARRA NV/68 & [[ L
MERIPUR % B33 2 DI TR W LS 22 - T
&7z, BB L72E 9 NoV idA i< &b 33 BEETFRIZA
L, BBEETIHIEZENENEL > PUREIS D L TW 5,
C DLRRMESMERPUR OFRFIC D L S THB Y, &R
FENZ XD ERRT A MR PR Offg, ke Th bz
&%, invitro binding assay®? & #EFHIZE 2 O A & FF
B X LT3, Invitrobinding assay D52 £ 2 12F & o
7o, HPUEIZREHE T, A, BEIO2PIEOARICKHET S
T ANVAREL HIUL, L2 D 1HUFR DA, F 7213 Leb, Le¥
D2PEDAETZT L IANAMLH 5.

MARBIRFEANDEEHDEOFRIE
BN DROATEEMED H B

MERPUE & OFEA 1B L Tk by GIT/4 {1 o
FENTHRE 2% V. T OHEIZB W TH 2 0BT
O BATF I IE_FEETE 2 MERIUR OFEES % <,
F 2 FNEFNOMABEEPURE~DOFEE T DD 7 A )V AFRIC
HEEV Z & 2% in vitro binding assay (2 & o TEFHH X T



DF X)) v I 7.

W5 890 Sne 2 gESEIT H, A, B, Leb, LV TH Y,
Le?, Le*lZI3EA LA W (F2). EFMIZH, O, A
B, BEOE MIEL EEPHIZLTWSL I EITREN
Twa W,

2004 FAEK D 5 2005 FAEIT IS0 TEEE R ICB
I} % NoV EFHEAHBI S EN TR A LHE SN, 2095
TR T 12 D722 2 1E, HEBICKRE LA 28y
FEHZ 7. ZORTEHIO ) B 3 HHNI B TR AT
MPATbINTBY, 3F L BIEEY AV ZXHSGIL/4 EnT
R CH D ENPLPITh>TWE R, LaL, #EfEll
RS FERIZOWTIREZAH T v, F72GII/4 &
ZFERRIE, BHAD BOMRHTHRITL QW AHRTH 575,
ZOEFHIIZOVTHEZDPH T2\, BRI
FEARENTVUEWVL OO, GII/4 BE TR MEE T
JEANDHEE T OB ESBESEACICEL R E 20, F 725
TNAET DN TV LA REEATR & W,

T AEEER LOEHBE AL OHEE

oG ammrrElshTtns, 1)
2k BEA
X 2 HEE 2

T A
Mutagenesis analyses & Computer modeling

AL OHESE 27, 2) Evolution trace analysis 12

3) ik Ew—gwkﬂmﬁ%%ﬁthﬁmm%ﬁ%
FV KDL DICENTES IS T a5 eR3ICE
Ltz NS OB UEETFEICBT S YAV ARk

BICTHRAEENT VD Z LA,
B E IS SEYNNCIV

—77 Tl CEEFHIE
GNY =V EINT ZEDHD
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K3 VAIVAHFLETHEBEEHATIT7 I/ RE
Strain Genogroup Residue No.

/cluster 267b 291a 292a 293a 300a 322b 327b 328c 329 331b 333bc 334b 335a 339 341b 36dc 368a 373b 374b 378b 377h 430c
NV/68 GI/1 NR G T N D D WUH N T Q F S T I N L § W § A
Ch9 GI/2 NR G K N D D WUH R S K T P R H D I E W § N
Boxer GI/10 NR G RNDD L H TV K I D S L E L T W S N
Hawaii GII/1 N R GR Q D I ¥ G T Q R N R HD N F T P G G
BUDS GI1/2 N K G Q T b V F G I Q R D R H D D F T P G G
SMV GI1/2 N K G E T D V F G I Q R D R H D N F T P G G
Piv GIl/3 N R GV Q D V F G A Q R N R H DN F T P G G
Mexico  GII/3 NR G T Q D V F G A Q R N R H D S F T P G G
VA387 GI1/4 NR GD N D I Q G L Q T T R H D G F T P G G
Grimsby  GII/4 NR GD N D I Q G L Q T T R H D G F T P G G
104 GI1/4 NR G D N D I Q G L Q T T R H D G F T P G G
MOH GIl/5 NR G K E D V F G L Q R N R H D N F T P G G
VA207 GIL/9 N K G T Q DL Y G A Q R G R H H N F T P G G
OIF GII/16 N R GM H D L Y G L Q N R Q N H F T P G G

BAZMBEAPUR &L O EICHE T LEZONTVRLERETH Y, aWBELR27), bA2), cADTHESN TV, I /N —IZNV/63

nNTBY, ZO2O00FEIZHVICTFIED L
TW5,

WiERE o

MARBRE LD A IV AFBHER L DHETE

GI/1 EnTRITHE 70 M7 4 7D NV/68 #k, GII/4 &

R8O VA3ST FRIZ DOV CREMZ T2 1T %, H,
A, LePHUs %38k 5 NV/68 ¥Ri%, 1) 1KIpESE (70—
AxRRL) HEAELEVWI LS 1) , 2) MBI
Fucosidase #LIEIZ & > TEDOREE 7.7‘9%2‘9?@79 19 pe,
MERPUR LD 7 3= A2 FERICLELLTWD EEZS
n%. H, A, B, Le® L @%mﬁ?éWBW%i 1) a-
N-acetylgalactosaminidase ¥ 7213 « -galactosidase THLEE
T5EA, BHWE~OKEENHESNALZ LY, 2) X#
ARSI I BW T T a—X, T =X, N-TtF
VAT T M I ANDREEIREENTVEZ &Y b,
MERE o7 a—A, #9527 b—=A, NTEFVATT
M IVEREIILELEL TR EEZLNS.

7 A v AR A L OBESEAE S OHEE, MR
EDY AN AEBEMLOHEE, EH 5 DN S HdH % NoV
DHDIFADEMRERCTZHERTH L. HikD L )12,
NoV &R, PUEMICEZERTH Y, TOEEFEICX

> THEZ B MR % 5855 5. — AU 7 B SHAN AR
BB AR T 2 DD S O R BHIPEENS.

MFRREEZDEB L EVNI IV A%LHFEET S
NoV & IMEFRIHUR & OFEEHITIE, RS AV 74V
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AFRHNZE$ % Lagovirus )& 73 FHILE 7 1 )V A (Rabbit
hemorrhagic disease virus) 75 H BUVE A& & L0 %)
ST A Y — b L7z, BAE, NoV33 EfnT# 10 #En T
TP, EAIME IR E3EET 2 2 EFHL NI R > T 5,
E51, AR L2912, GII/4 BIZTRIOBETI O S
X, ZODEERE LR EomERREICE KA LT
WA ZEITRERAT AR RSN TS, L2L, 20
—5iT, 3BOBETHED) EA7% L 2 oDMETRIL
MRS % 3L 2 VWS E DS o T0 B 689 72
AT AVENZIE L, NoV Akt MIEBREZTI &SRS
FTHRTANZEDS MIEHPRISHEE L W L 2
27> T3 %) & 5IZIMERBUR A NoV DMK~
HIEZTICEG T T %200, RAICSEDLLELET S —
LONBHERIZ G > T, MERPUE~OWE & A
7 — b & L7z NoV DEGLDS, 2Dk, EOMe AN =X L
2 & o THHERIEIC E TR L O, MBI -5.
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I nter action between noroviruses
and human histo-blood group antigens

Haruko SHIRATO-HORIKOSHI, Naokazu TAKEDA

Department of Virology II, National Institute of Infectious Diseases,
4-7-1 Gakuen, Musashi-Murayama, Tokyo, 208-0011, Japan

Norovirus (NoV), a member of the family Caliciviridae, is a major cause of water and food-borne

acute nonbacterial gastroenteritis, and forms many morphologically similar but antigenically diverse

groups of viruses. The virus-like particles (VLPs) derived from the prototype strain of NoV, Norwalk
virus (NV/68), bind to histo-blood group antigens (HBGAs). HBGAs are carbohydrates that contain
structurally related saccharide moieties, and are found in saliva and mucosal secretions from intesti-

nal epithelial cells of secretor individuals who have FUTZ gene encoding a fucosyltransferase. From

volunteer challenge studies, there is strong evidence that the carbohydrate-binding is essential for the

NV/68 infection. Non-secretors, who do not express FUT2 fucosyltransferase and consequently do not

express H type 1 or LeP in the gut, were not infected after the challenge with NV/68. However, other

NoV VLPs display different ABH and Lewis carbohydrate-binding profiles, and indeed epidemiological

studies showed that some NoV strains could infect individuals with another ABH phenotypes. GII/4 is

known to be global epidemic strain and bound more HBGAs when compared with other strains. The

strength of the transmission of GII/4 strains may be linked with their wide recognition of HBGAs. It

is obvious that HBGAs are important factors to determine the host specificity, although it is still

unclear whether the HBGAs act as the primary receptor or enhance NoV infectivity. Further investi-

gation is needed.
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