YEEE] YALZBALZEHG

(WAIVA #59% 2%, pp.215-222, 2009)

4. AOF 7 1)V ZDOHAIRER A TS

HO XA, i ME?
1) EARBREEA: bl A BREESES  BREERR el
2) B HEAAERFAET 7 4 v A 3 45 4 5

Iy RE—=TTA)NVAE, ZoRu—7EMREORESICE VAIRAIEAT S, aaF (LA
(CoV) TR Z(Q)EAVEDOMEEEH ) . AT, 28D CoV, ¥ A CoV (%7 ALY
A IVA, MHV) & EfELMEREHEREREY 4 VA (SARS-CoV) DOHIIaE AR >Vt 5.
RGN ISR AL A & F5 S 5 MHV ARIZZAMEEIC L) SEAPEELLL, = RXu—TLH
BEEOBAIC L) MfgETi» 5B AT 5205, BEEMIERLEHED 2 v SARS-CoV & UF MHV-2 #kid =
YRV AR SN, FORBBRET TR 7T —YICX ) SEMBARINEEILEh Ty KV —
LEEDREICEIVBATAIENHO N E o7 $72, HIBEMOZTHEIEEGL-IRLDY
ANVAE, oL 7077 —BICLDEEILS N, EHEMREH2ORAT LI EPRBESN
SARS-CoV Tldx > PV — AfEHEA L VRIS, BEBYOIMTOE T A NV ABFEOF K &
7 HUTREMEARIE Sz, F 72, MHV-JHM FRIZZAERIESBIIC D 4T 5 2 LSO 2R D,
Z O JTHMV OBk EE L s % & Bbhi.

Fr&HIC:

auaF oA NVRIIEe b, K&, EBREW R Sk B
WG T B DT A VAPHSENT WS, FOHT,
<~ AR T ANV A (MHAV) & HiE SR 25 A8 6 B
(SARS) w4 VA (SARS-CoV) 122V TIEZHERIFHE
SN, A NA=SZHEEROMENEH LY A VA OHKENE
AEREIZ OV TR 2 BT A R ST b, ZE TORF
e, INSEDITF T AV AFEOHhDEL LR T
FEAICREAT B 2 EDhro TE2. BEETIX, 20O
FRABERE SOV T L, MR AMEED ¥ 1 LV A DI
FE S BHANDORG 12O W TN T 5.

ARG
I3
T 180-8602
FO R R T BE R T 1-7-1
H A BREE AR i B K 2
TEL : 0422-31-4151 (328 ™)
FAX : 0422-33-2094
E-mail : ftaguchi@nvlu.ac.jp

aOF9C4IVARZINAY (S) BEA :

auF A4 )V AT KR D A VA EIZRR S
“ER (aud) KRR (A7) BROTANVAREL
LTwgansl, 234 2 3R E (S AT
BIIRE % L, TEBOMIREBAL TR DL > N1 — 7|24
ODIAEFNTWE, AL 21E 35 FDOSEAPLKD, S
HEPIEEAINB R & 2 ZH/REE R OE 5] &k <
MR AL e 2 72 LT\ b, SERIZS T
#180kDa ® 7 5 A 1 @ fusion &H (HE&H) THb. %
<O MHV %D S &, 5T PREOEEMET I/ FREAE
PRI DB A RREE 7 ) V1238, MEish, NK
WSl L CRBAINDT RO— T340 271y
M2 D, AL ZHAVEBOW & A 7288550 1E S1 A%, Bk
o S2 HRER T A EEZ 5N T WA, S1 o N #Kii 330
85 7 % 5838 (SIN330) (IR M AEMLTH Y, i
MHV ¥R CIRAE SN TV 2 2 DD S AR G ICHET
» 523, SIN330 @ Fitl2 i MHV #kE Tt b K & < H
WY B D Y, WAEEEL L IR T WA Y. MHV
DOFEE®EEY 7229 FS21%, b MuERET A LA
(HIV) A4 > 7NVI ¥4V (IFV) %oy 1 v
ADEEEEY 7= v b EEERICEM S E L, 2T
PZIE o -\ v 7 A& D 2 FE8 O heptad repeat (HR)



216

(712

S1 S2
CS
ss  S1N330 ! HR1  HR2 T™MCy
w0 T . | I
FP
SARS- :
iy 318-510 | I I]

[] SatEamt
 EREEE

K1 JIO0F94ILZSEAOLE
MHV @ S % H 31 H >k 45 H 55 5
35 SEHIRMHEL TRV,
SARS-CoV Tl S1 M4 EAr o AR I AL LT b, S2
EOE VIR GRE =1

K OSBOKYE T 2/ BRIEIS D & 72 % fusion peptide (FP) 2%
FET A (R 1). HIV gpdl ® IFV HA2 Tid, N Ko
ﬁ*ﬁT:/@%ﬁﬁFPthﬁiéﬂfwéﬁ,Mmf
D FP L S2 5T L, ZOEMAITHS T

L S2 WFFEEEEE T RN - T AL, %@T(AL C
X i 20-30 i 2> & 7% 2 MM AN FEBUI MO 7 A b A &
HTHhAEHEAM & OMEEHICES S5 Y,

—7J7, SARS-CoV @ S &b MHV [0 K & 2 bR
THHH, HENTD 7 A )V AR T ECb B S &It
BIERTWAEWSY (R1). ZokEmEtiie oo
7 4 )V A HCoV-229E R M{nige i sise 4 v A (FIPV)
HLEUMIRTH Y, T2, MHV o T3, MHV-2 #iZ
SARS-CoV & [FKIEMEED SEMZHS., Zhb5ny
ANV AL, —#gi 7 MAV & FEREOIEEET I V825 7
5@&%?@?5# ﬁﬁﬁ@%ﬁ@%%%#d&<,#
REEE B EEZ OND. WEET I VBRICE GHEEE
FEOM A 2 225 SARS-S & H 1 ,ﬁ%ﬁfﬁﬂ%%w
MIARAITEIE R R T 2 LD E ST b P, SARS-CoV
SEH EOZHEMEEAEAIE, MHV 570 SEH N R
TR {, SLICHYS T 8o (S&EH N K25
318 5 BI0HHDT I /) 1Zh ), TDOHIT 424494 FF
73ISR O A ICHEER ST 589, 220E %
FIPV % S &1 N KiEhfz cldze <, t LA SARS-CoV S
HHE [FIA%, S1NHEIZ SRR AN o TWwAh, S2
AH Y SR 0 FEA Y 72 o 13 MHV S2 o> 7 5 X T fusion
EHEFMT, 20 HR & FPAY#fEL, FPIZHR1 @

SS: signal sequence CS: FEZIERNL

HR: heptad repeat

FP: fusion peptide

TM: [R&E@%ElE  Cy: MizR#EE

12& ) N KM S1 & CRKuMEREMED S2 IS SN 575, SARS-CoV R FI2fF
72, S1HMOZ R ATAIE MHV Tl S1 N # i 330 il 7 3/ BRE I AEE L
ZiEwFhoy )L 2120 HRL, HR2 & FP 25(EAE L, HEkfy, Hfe

MICAELTHT, BEEGIBESTaLE2oM5 (RI1).

OOF9C1IVASRE

I0FIANADZEEE L TRANICHE SN0
MHV &4 TH 5. MHV ZHEKD CEACAMl
(carcinoembryonic antigen cell adhesion molecule 1) (X 56J%
Fa7Y) v A=N=77 I —LRTAEATHL V. 4
B (NFa2 5 N, Al B, A2 ) XX 2 (NKRUTA2) O
MRst F x4 2, 2O TFTROBERE®EER (TM) LESO
7z B 2MEOMBENEER (Cy) 2HbH, MsFx A~
¥, CyOESOMAEDLET, 4FEH D splice variants
PHEENTY LW (R 2). E/2%E, TM 2 K487 5 T
7% CEACAMI b fE1ET 5 2 & H¥ss S 7= 12, CEACAMI
2 2 FHE o allelic form 23 ), MHV &M~ 21
CEACAMIla, MHV it (Bsedofkv) SJL <7 Ak
CEACAMIb ##-> T4, 1bid la ICHRTZEMRIEEDS
10-100 f5 1 <, £ D720 EZMEDMRN DT> 27 & HEH
EhTwa B W CEACAMI OZEMIEMEIX N N A £~
WZAFFEL, NHBTY AV AFEETENE, 7 A )V AhfnG T,
S BHOREEZAGEEGE 2 FFO05, N FX A v BT
faRMmIZFEIR SN N + TM + Cy EF T EEREEZ R
X700 15)

SARS-CoV M5 %3Kk1Z, angiotensin converting enzyme-

2 (ACE2) T# 29, ACE2IZHVEF I RTF ¥ —EiF
HEFEO 7 A4 T TORNEEEHATH Y, 51245 110kDa
DIEEA TH A ZARCTRILEN TV 2 1D, 203 5k

E59% 2w,
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MHVR :CEACAM1

N A1 B A2
ss (D1) (D2) (DY) (D4) ™ Cy
N SS ) Ss C
MHVR1:CEACAN1
Ss N A1 B A2 ™ L

] MHVR1(4d)L : CEACAN1-4L

] MHVR1(2d)L : CEACAN1-2L

& | MHVR1(4d)S : CEACAN1-4S

[| MHVR1(2d)S : CEACAN1-2S

2 MHV ZEM&ED 4 EFED splice variants

MHV D574k CEACAML 570 7) v A= 3—=7 7 3 ) =BT 2&HTH Y, 418 (NEKH»S N, AL B A2) Xid2
il (N KOSA2) OHIIIL R A A >, ZOTROEE@HEE (TM) & ESORL L 2 EOMANER (Cy) 285, Mt
FAAL U, Cy DESDOMAEDLET, 4O splice variants 25FfE 3 5. ss=signal sequence.

% angiotensin (AT) I ® ATI-9NOZETH 5. AT19
IFHEIZACE 12 & D ATLI-7 1AM S, IMEILRIERE & &
53 %. ACE2 OFEIE ML SARS-CoV DS BARIEEIZ1X
VB v, ACE2 @ S &AM G, M2 S &AHH
AL L, BESRIGUEERA IR E T 2 & 2AITHFTET 5 LR
HahTng 21,

a0OF7 1)L ZADHER AFEE -

—fRMIZ, YANVABRARERICELTE, RO LHIZE
AHNTWAD, BEMICEE LG ZIEEZ§ X
=7 A%, AR — e e R 2 e
5, TN —7—fifaEme bFE L, Minkmr s
AT 5. —77, BRIMBICEE 2RI S 2w T 4V A
(B2 X IFV ) 1%, RGN % Bk CILB g 5 2 &
IZE D HNEREEDSFESINL 2 s, BYERMBAT v
RV — L ZHiik ST 2 Y — AN OBRVEBRSE T TR S
DRI, MBANERAT AL EEZ LN TS Y, it
BUNPERR MHV — JHM BREGHINE Tl & 03Bl S
B 0%, FEMRZVE S & H & o MHV-2 BsAllia 1 g fl
ERR SN, JTHM O%GklE, bafilomycin £ NH,Cl ®

& 9 7% endosome/lysosome MNERBEDERLHER| DB % 5
7wz &5, JTHM Ofiig~D1RE Al endosome % #EH
T5Z e L EBEMEESLSRAT S DR S TN
% 20 MHV-THM ¥ROFHGEEAAMIL 2 & 578 S N 728 5 bk
OBLV60 1Ml &35 1 % K < 2%, &G & BRIEE i C
WP 2 Z &K ) MR A ES N, T, BRI
lysosome FELFHEAIC L DFELLEIZ oML 2 0, C
DFEGRE L, IFV DL L T, endosome PN O EEE
BREEASY A )V AREIE M B3 5 & v ) endosome #EH
12 & MR AR E 2 5N D 20,

—77, SARS-CoV &¥x1Z lysosome B{LRHER] 0 528
ZAF AT &, HIZ, SARS-S FEIAMNNE O WAL T Id
MR S EFE SN DS, M) 7Y VS5 2 ks k
DFHFETE, MRFICSEHOMHE LTI ERI 3 L) FEhi
FERD S, SARS-CoV I3l 04K ACE2 1244 L,
endosome ™~ & #ifii% S 11, endosome PIDEEVEEREE Ttk
ZRY U7 —EIZE ) S EROBERERETEEL S 1,
I N1 —7 & endosome EFIAARRE, 7/ ADNIKA
IZRAT 22V (R3) &) MR AR She.
B2, SARS-S &HDIHHALICIEMBAD Y 274 >~ 71
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MHV-JHM HIV

(712

IFV SARS-CoV SARS-CoV + trypsin

3 #H42iEI1ILZANOMBEEARZE

L%

Cathepsin

IoNRO— 774V ZAOMIE AL, Mo ‘EAT S Y 40 AMHV-JHM), #i endosome ##&FEH$ 2 b O(HIV),
endosome WNASERVEBEE T 127 5 AR ADALT 5 b DIFV), lysosome T & 5 |2 cathepsin 12 & ) SEHAMHHAL S N TEA
DAL B 7 4 L A(SARS-CoV)sd 5. SARS-CoV IEfifasto 7o 57 —X¥I2 X b S EAASHTAEE TIHEMEL &, Ml

SEATLLELH A,

TT —ENHEGT 5 EAURIE S, cathepsin L 23 %
FEEHRD S BADERARE X IHHEALT 2 2 L5 5512
&7z, 20, cathepsin L 279K 12 SARS-CoVS &
HOMEEFHET 5 2 L5, F# L7 SARS-S &H % v
THHEENTWSE P, Zhb0—lD%EEDS, SARS-
CoV T3 endosome #2H, cathepsin &AM DO MR A%
WrE2 oMb, —F, FEMECTOBRL TS %5
L7\ MHV-2 #k b SARS-CoV & [AAEDOBEREIC X 0 il
NREAZRELZTZIEPHONIZEND, ZO%E
cathepsin L & cathepsin B 7% S & OIEMEALICVLETH
% F 72, HCoV-229E (4~ ) ¥ #% i CHlam (242
ATHIEDPHMESNTVEH ) FHaid, 2298 b
SARS-CoV % MHV-2 & [FA#£1Z, endosome IZHik &, #
DOEBREET T cathepsin LEIZ X ) S B OEMAL % 21T,
MBENCBATZZEZ2ME LAY, Zok)ig, Jm
ZVE S &\ & > MHV-2, HCoV-229E D #llfE P ARkt
13 SARS-CoV EBO THLPL TV B ENHLIZSN T,
Falx, N)TI DA I AT —EREDTOT
7 — 05 SARS-CoV EGsflfa o & 2 &k L, K S &
FOMBELFET L EE2WE L2, Tur7—¥Iok
5 BGS R & OFEI, MRRmO ACE2 ISH& L7z
AN AKT-SEHMR 7O 77 — EREIZ X Y b s,
MR & R e 27/ A AN E MR A S IR AT %

WREMEE SR L TW5b. T4 1T bafilomycin JLEIZ X D)
endosome FEPEIRGL 2 MEWT L 728K 12 SARS-CoV % W75 &
®, TO®R NSyl TO T T —YRBIZEY, ¥
ANWVADKIBNRAT L ZE2WHONIZ L B, S5
S LR TIE 7 a7 7 — BB X ) e R 2
SEATLIEERBELE. IS OE,S, SARS-CoV
37a 77— EOREICE )RR LFEK> OMBIZIEAT
%, SEHOMHEFEREDOD 5 707 7 — X IME ARRKE
FEICRKE ATV D Z DM Sz, B2, HKS %
BE, M EE D S OGO J5 )5 endosome FEEE T O e
LR BOTE L, U T 7 — BHEET Tld SARS-
CoV 2SHGEIZ L VBT 52 L THDH Y. ZhoDE
B s, 7077 — BT TO SARS-CoV HHD T
L, TCHE 2 & ORI T D@ BEGE & ol Rk
EQRN TN EZ LN, 22T, °7 AIZIRE
PRI 2T % R S5 A ¥ — PREE % EE L SARS-
CoV ZBYe & ¥ 5 &, TORGIFHL {Hmah, O
B, BIEW MO EIELSBE SN D, 2oz L,
SARS O ESELMI DO FHEFE 12 SARS-CoVS & H DRl
HHRE R MRET 5 707 7 — A5 LT\ A REE % iR
CIRBLTWEEEDLNS.

Fiko & 512 MHV-JHM &Moo a4 4 LV A (SARS-
CoV, MHV-2, HCoV229E) [T I ARERS K OF

E59% 2w,
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Fusion peptide ®
BRHEARA

v

S2DIEEZEAL

&5-a8.

X4 30OF740ZHBREADDTFHEE

P
SESEES - _HRI
= =
<“-HR2

[E@E
6 helix bundles /5%

MHV & SARS-CoV (3 HIfE ALERS K O S B OBV ATE AL IS X 582 5 2%, IEMEAL S 72 EEPE S2 10 & 2 @& 13 W U
AHZALTRZ Z LMW E N TS, MHV TIE SI DBZHEICHET 5 & S2»HiltlEL, ZHUhEv S2ITHFAES 5 FPA°
L, EAMREICIEA SIS, 0% S2 OEEZAL (6 HBOEIK) I Y, BELZy A Vv ALy ~a— 7 LAl
JEO@AIZE S, SARS-CoV-S & [Hid endosome N TFEZL % 521, FP 7% endosome I3 A &, L XH—7 & endosome

EORMEAREIY, MBRATLLEEZLNTNAS.

S B DOBAREIGE LRI R 2 278, M E =~
— TORASIIFRBED A HIZA LI L ->TRZI A EEbN A
(F4). ZHEagF AV RS ELICLLEREOHMIEN
BABEE VW) L) 75 AT fusion BHZHDO 7 A VAL
L TWBEEZONS, S1 & 2D L SEN%
o JHM OMifas ABRE S HIV % IFV R A2 £ 5
NELTHATTONELDTHS D (R4). B, HIV
DY M) —ICHL THIRER»SEHZERATLDOTIE%
<, endosome FEHTH 5 Z &G SIL/AS, £ L9
BHTHPLEZOPEIHS TRV (30, K3). JHM T
13 SIN330 A3 1 > CEACAMI-N F X A Y IZ#&$
BE, SIAS2HoMET %3, FH L7z S2 D FP A
AR ORI 248 A S, S2 B OS2 L) FHE S h
52 Zoftix, 3 EEo HR1 O4MIIZ 3 40 HR2 78
B S 2 L) IET 58 (6 helix bundles, 6HB),
BE S2 570~ T ¥ BiExlAsZ & Thah. 6HB K
XY, moNa =7 LN L, 2 EEOMK
BCEMAEDRIY, BENIZY A IVAT ) ADSHIE N~
CRAT A, ZoOBEOHT6HB E IO TEETH
5. S1 & S2 A% L7 MHV-A59 #Tld, HRI, HR2 (2
ML 5T F FE2HWT, WHD anti-pararell B T
AELEBTHMET CIIEREEE LTBlgsh, $72,
HIV B THEENTWA L HIZ, HR2Z XTF FTU AL
ADRBIHNRADPMEZSNL Z LR ERHLPIZENT

W) ke G IEMA B SARS-S B A
pseudotype 7 A IV X D JEGL 1L SARAS-S HR2 X7 F N C
P SN2, REE S BAZ O Y A )V 2Ol
DODESIHPHEINL L 2FHELLY, 2ok
¥, HR2 X7 FIZ & 5 HiaR A2 1% endosome #£iH T
AT DG A W ERRIEL TV A,
INFETOHEIL, S1 & S2VFEMBMED S &HO
SARS-CoV KO MHV-2 Tld, BARKHETO SEHD
R OPLEWEZRLTWwb,. AlH, endosome HNIZBIT 5
cathepsins I2& 5 SEAMETH 5. wilFk4 1 MHV-2
EHWT, YANVADL LTy —EEDN LI ORLE
ICELBET, SEADVRMATEEL BT 27200
DOREEZAL Z AT L 72, MHV-2 ki1 £ S &I i
ZEEOREIT L )AL RIAL, fusion X7 &
R LA, HnT, BRaREZiEmitses ty
TYVREIZEY, SEHOMEIRT ), WIS S2
12& ) 6HB 2 S, A VAT Ra— 7 Lo
ENFIERIEND ZEARENLD, DF ), MHV-2
DSHEAIL, ZERRETOTFT—EIlLoTHFEEINL
BB O EZAZLEE T EDPHONE 572, 2O
B513 SARS-CoV TIFRFH ST\ gs, S &BOMIR
*EBY 5L MHV-2 & AROERET S BH O EZLD
EIVHBEARATAZ N TFHENS.
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MHV DZ2E {4 CEACAMI1 FEKR 7R

JEH MHAV 135278 CEACAMI SEHAII I L, g
¥ CEACAMI ZHHIg~ & JLAS> T < 2%, MHV-JHM ¥
13 CEACAMI ZEHIMINa 2 %G L 721%, CEACAMI % #§7-
Vg AN &R R T A T &8, Gallagher 512k o7T
Wi s h7e (ZERIEERAEMERY) %, JHM Hsko 25k
(soluble-receptor resistant) srr7 (& 2 OEE% K &, S2
(228 (1114: Leu — Phe ) #35->Tw 53, JHM-S
HH% CEACAMI JE563H BHK MA CTHIRT 4 L ffum &
PRSI, srr7S EHIFRATHEZ RE VW I Ehb, 2
DX SEBHICE A2 L, 1IAFOT IV BEIES T 5
CENHS I ENZD, JTHM SLIZZHEEE S 7 (T
b S2hoilEEEL, & txﬁﬁi IHEETH I L% S2 DfE
WEEALDSFHFESND 2 &, F72srrT 1T 2 Ok MR E KL
T L g BEEIFKEND A S A LZONT,
ROBICHER S NG, JTHM Bk S1 3 ZAERREEH %< T
S2 M BEEEL, ZORER S2 OREEZELATHE S RS
PHREEXDEVIKETH S, ZORBTIX, S2 A szl
R L TWAERMICIE, S2 MMM DI A
5 ENEETH L. EHIHAEET UL, S2 O FP 23R
MRS IR A S, 2RISR SNAfEEbIc LD,
I Ru— 7 EHMABEORGAZ 5755, FERHII & L
TWZWiEE, S2 0EZRLIFREZ A bDDT N1 —
f%ﬂ%%@ﬂAii SV, COZEERIET A0

, JHM #R % BRI BUIE ~ spinoculation  (B5#&#a
k?%fﬁ"] A VA %12 3000rpm T 2 B9 5) Lz
25, ZHHIERBMEANDOBECELD RO b, FRIFS
NIBFHEFIBE LBV EDW SN E 725, S2 O
EZALIZIERT WA R T, FP AR ISR A L T nwi
HICOMITL, —HEEE L7 S2 BaE k2 Rs
LidmweEzo5N5%, JHM O S &AW, ZHREICH
B L% THERISEELS N, & ICHFRET 5 AMERIE
FHHAEANDORADEEREHoTWVD &) B EZFo T
W5,

JHM (34860 THER R M A58 < 10 PFU LLF O i N B2
T~ RLEGet% 2-3 H THELET 475, srr7 (X 1000 PFU
D EDSEEC, v~ AT 8 HEL AR T 5. 72, JHM B
Y 7 AP T, neuron, astrocyte, microglia 7 & 4 Fifi
BOMIIZEG S 575, SFh L 5 CEACAMI =53l L
T\ 5 1E microglia D& T 5 39, <~ AR H kAN
DIAR;E T JHM 1 microglia (2J&Ye L, Z D% neuron,
astrocytes, oligodendrocytes S5 JEGLHL KT 5 AS, srr7

DIEY:1E microglia IZ¥ T > TWwab. BiL, MR M
Waks2e T b SRR MR BIE SN Tw 5 %, JHM
@th@%ﬁﬁ@ﬂ%f@ﬁﬁtmwm@F@@ , Z
D ZHARIFMAFNE G D T REVEATRIZ ST W B 3940,
JHM ¥, MHV @%‘Iﬁiﬁﬁﬁﬁﬂﬂﬁﬁ"%% ENbFETIE~ T7
AT S RN E AR D BRI NTE 72, ARSI

(712

DIRBENTWD LD 2MiiE, MHVEZESMEWEF 2
5N57%%, JTHM IEZ DML CESET L 720D TR %
B2 &) BEFRRTIRI R NIZS ) D

BbhWIC:

AKfgTlZaaF 24V ADOEDILDEL LHHMIE AR
/18 AKEREIZ DWW T, MHV & SARS-CoV IZ& W57
7oA R A U FEMEE S B H 2 FFo MHV-2 R & b
auty A )V A 229E b SARS-CoV & [AlBE DR AHEHE,
Bty Ry =2l Tcra s 7 —BHRENEZ Ry 2 &
B S 22127 o T & 7228, SARS-CoV & MHV-2 D E Tl
HHALS NG T 077 —EREHALBRIENYTH L 2 L
DREENTWE, a7 T —ERFETTZ Y NV — 48
OB, TR T 7 AV R CRAIHE S 775,
auF A NVATIE, ZEEICET AEIEA TV S 72
W, VRS R & 725 2 MR A O 41 HEE
DI WEETH A, F72, 70T T — L IIRROREYAE
BClE <, OB DRYIETHEICT 5 LA TE,
BEYEEIEAR S 5 2 b, ANV ADIFEMFEEEE 2
5HETHREGMRLEL>TWA. &8, 74V ALK
DOMEAER, MR AR O T IZFEM 2 75 T 5 O AT 23
WrEsh s,

HE

Afax T LOBIIHZ), EELIA Y
7o RS (HAREREA: B )
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Enveloped viruses enter into cells via fusion of their envelope and cellular membrane. Spike (S)

protein of coronavirus (CoV) is responsible for entry events. We studied the cell entry mechanisms of two

different CoVs, murine coronavirus mouse hepatitis virus (MHV) and severe acute respiratory

syndrome coronavirus (SARS-CoV). MHV-JHM that induces syncytia in infected cells entered directly from

cell surface, i.e., fusion of envelope and plasma membrane, whereas SARS-CoV and MHV-2 that fail to

induce syncytia entered via endosome in a protease-dependent fashion, i.e., fusion of envelope and

endosomal membrane. The latter viruses entered directly from cell surface, when receptor-bound

viruses were treated with proteases that activate fusion activity of their S proteins. The entry

pathway of SARS-CoV could influence the severity of the disease. It was also reveled that a highly

neurovirulent JHM spread in a receptor-independent fashion, which could result in a high

neuropathogenicity of the virus.
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