Frk 17 FAZHERRX

(TAIVA #56% %1%, pp.117-124, 2006)

IRZIAINVAKEEERE OEEERFER

&S H LA

i E R A NER S @GS ) — T & v & — ERE AR

T4 ANVARHIRTHIZRTIANAGFRBIOET 79 7 THEH L TRATEZ D EL Tw
BLEIEOEEYANVATHE., TOIA VAT M2 ESCEEHICEERHIMEYT XS, #
OFFEZIID T <, BEICIZ 0% 1325 4. ZOIEFITHROVIFEERIHO A 4 = X LIEAH 5

BLDS, THRT T ANV AORANERAE P EE

1L EUBIC

IRTITANAETT7 4074 NVAEHIET % RNA 7 1
WATHLY, 71094 VARHIT— VTN T 7 4L A
BBLOPZRIIANVRENLL A, TRTTANVAFE
ER B X OSREFHIIZ 4 FE (Zaire, Sudan, Ivory Coast
B L Reston) 26 NTWE, ZRbED 7 )V A
Biosafty Level 4 (BSL4) THUY) b il 5 % Wi
FARIC O END, RLICINTTICEELLE7 a7 4
VAN L B EAIEDF AL, LITB L UBEERE T L ©
72, 1994 4EDLRE, FEAEMEDGER ICE K o T h ., il
T, 7ITFTI=IVT VT AV AHE RO LA
FEL, £ ORFEEH LTS, LarL, 714074
AT RN R M %% T - BRI REERTH ) AL
ENTWEHDIE %\,

T4 aTANVARIE, 7T VEED filo GRIK) ICHRT S
DMy 7474k MRKF (R1A) T, BEFEZXIEIE—
E (¥ 80nm) THAHNVESIZTLI LT, BIK, SHIK,
UR, 675k L 22 LTwh, K227 A )V ADH
KHZERT. TANVARFOFREIINEE 2 EECHER SN
hrrNn—FlEin, 2o icErEENE (GP) 28

T 060-0818 AL ILIXAL 18 76 9 T H
JeifEE R NER IR GE ) —F kv 8y —
[ 2 730

TEL : 011-706-7327

FAX : 011-706-7310

E-mail : atakada@czc.hokudai.ac.jp

BHZHEL TV A HIVRIREN TV 5.

2SO X 9 ICHFEFET A, NP, VP35, VP30 3 & UFL &H
HIE7 A VA RNA EHEAERETERLTBY, YA VAT
J AOEEB L OB T4, VPO IET M) v 7 A
EAHEL LTIA VAR TERICES$ 5. VP24 135820
T M)y s AEAEEEZONTVES, IEEENETH
% sGPIZZRT T AN AIZOBFIET B, K7 AV ADN
WTHBARRDOIZEEIL VPA0 BL OGP IC X » TikE S H
TBH, INH2O00FHEZMILICEHA ST L7215 T,
KYPDIERT I ANVAEFRER CRORK T DK SN S
(R 1B)°)

GPZ7 AV AL EGT 572D IZWHTH Y, A
JUERMmL 77 —~DHEEBLV T VAL Ru—Tk
EFMEEORER A 24 ) EHE TH L. KT TV A
D GP % HMTHIIICRB S D L, £ V727 YEOM
fagiA & EOMBRE~OREB; 2 5T, MigizH
AL LHEE L3¢ 25 ¥, F7-, MHC class I 51 D%
LRI SND D, EHLRIEILS 2 HET 5720 CEHE
AR T CH H NS O EENEORHIH I
KT A N RNEG U725 F CRIZIDE G VEH & & 2
LNTWh., 512, TRITIAIVADFFREMEISEICE b
5 GP ORE & EHTT 572D I T O3 %47 - 72.

2. GP DOFREERITD-5HD
Sa—KRAATIA4INAY XFT LOREE

TART AN ADIZEIZIE BSLA O EEbEx% 2 M H L 74
TIIE%R 5§, FROBEE L 2> Tz, 22T, KK
W% A VA (VSV) & GEHE ZRT 74 )VAD GP
KB L2 2= K84 TIANAEYN=AT 2 AT 4
7 AFEIZE > THERLZ(R®B. 2o 4 )L A3 VSV
DG EHEEEZETO DY IZ GFP JETZHARATH



118 (YA NV 56% %15,

®1 740914V ADTINTL—7

il 1 Zi [ A EE R (% BEE)
<=V TNT AN A 1967 KAV, 2—TAFE7T 32(23)
1975 M7 7U% 3(33)
1980 ro7 2 (50)
1987 =7 1(100)
1999-2000 o v TRIELME (HFA L) ?
2005 2= 300 < (?)
IRTFAL =4 VA 1976 oy TRFHAME 318 (88)
1977 o » TRFHAE 1(100)
1994 HARY 49 (59)
1995 a v TR 315(77)
1996 HAR Y 31 (68)
1996 HRY, BT 77 60 (75)
2001-2002 HARY 60 (83)
2001-2002 a v TR 32 (59)
2003 oy TRFHAE 143 (89)
2003-2004 o r TRFHAE 35(83)
IRFTA=F A IVA 1976 A=K 284 (53)
1979 A—F v 34 (65)
2001-2002 TH Y 423 (40)
2004 A—=F v >187 (30?)
IRFTTARK)—T—ZA NI A IVA 1994 I—k - F4RT =) 1(0)
IERIFLARNYTAIA 1989 T A B ARE 12(0)
1992 15907 0
1996 TAVAEEE, 71 )E Y 0

2 1A X 1B

1.IRFTVIIVADOHE. (A IR ITA IV AR FOEFHEMBETE. (B)VPA0 5LV GP DA 2 RF I -MlghroEESIZY
1)V ZHERIF.



pp.117-124, 2006)

119

&GP
NP VP35S VP40 ogp

—

VPID VP24 L

R —

K2 IRSIAINZADEE. (A) TR FOEE. (B) 71ILAF/ LDIEE.

FERVSV

"'.I"Eth

a—FFATVEV

Iiﬁﬁ"gfﬂl-f.l GP

3. BERIVSVBLUVIRSIIAIIVAGP DY 21— K447 VSV DiEX.

B 72O BB HEE L e\ WO T, W OEBER TL4Ae Ik
Zh. WS, TOYa— NI4T IA4NVA%ERA GBI
FEESE ORISR S 72 8 2 A, BEHEHROMI
IR X CEG L2l L, FR Dol ko
AR, BT A b o0 BEEHE Rk OMIE L T 5
CREGIE 100 5D 1 IZETH -7z, 512, MEmE
F o0 RV RS CHLEL L 72354 B & U Tunicamycin AL
ML, FHFLWEEIOR TS bz, Thb
DFERIE, TERIIA N AL LTy — 1 THRETmDH 5
FOMEAE CHL I LERBL D, T2, HLT7 ¥
EZ Y A THIE LS B L ERAAMSRT S5 2 L0 b,
ITHRI YAV ZDGPIZ X BIE#A X Low pH BAENETH
LI ENMHH L, DED X)L, 2OVSVa— ¥ A
Ty AL, GP DR, TKRIIA VAL LTS

—DFEEB L OPHPED 5 VIZH T AV AED A 7 1) —
ZVTIAEMTHL. TOH%, MO NV—TH 1L b1
TANAEHWIZ Y 2= R AT T4 VAL AT L%
L3110 TRF A )L A GP OREFANTASEE O 72 T
JLATbILD L)1k o7,

3. Bpgiabitk & hRsitk

VSV a— NI A TIANVAV AT LT, =K
Zaire 7 4 )V A D GP 244 A IfiLiE D P NG MEE A5 HEY
T, GPHEB 7S A3 Fae <~y AEM L THIME % 1EK
L7z, §5&, PHICKL CHLEFET T 4V ADRK
GRS N7z D) Z OPUMTE IS Protein A Z /N2 5 &
HERRIETE IR S s (R 4A) . F 72, IME 2 AL $ 5
EHEBRIETE IR DR RIEE AR L (RI4A). 2o o



120

(VAVA EB6E 1

% '_ SO -
|
Y ;
— T 1 B
o 5
31 1
w0 o
1]

ol =
T & JF
Ffdss
. R
Hntimerum
trea wikh

4. TRITAILZ GP IZXT BIMFIC & B FfhikiEid R Emsh R,

TV ARBRBEMFICR S h /- BREERIEHE.

1 2 3 4 5 &6 7 B8 Mormal
BEFLHTI

Patient no.

(A) ¥ ZOHMEFRICE S h - BEmiEHE. (B) TR

x2 hMREOREICE S BEPBEHHR

ik (5-5) #4502 ST FET R P EEVE 2
MAb 133/3.16 (100 « g) -1 9.00(n=1) 7/8
2 6.00(n=1 7/8
3 7.80 £ 0.84 (n=5) 3/8
4 713 £ 1360 =29 0/8
MAb 226/8.1 (100  g) -1 65+£071n=2) 6/8
2 800(n=1 7/8
3 843 £4.03(n=7) 1/8
4 733 £251(n=6) 1/7
PBS N/A 713 £0.64(n=28) 0/8

A= ADEPNIZHUE 2 355 L 300 LDgy D7 A W A THHEE L 7,
PFE L7z AT Z RS G 7 A,

B lE, GPIZxt 3 2P HIZIE Y £ v A DGtk % 1
T DD LT 5 ONFEL, ZOMEETEIZILIm
EROGBMER S BVLETH LI ERREL TV, 20
DENERT & L CHIR RSB L= DT, iR SRR
DIHESETH 5 EGTA ZMIFIZMR 5 &, B nmbrkid
s FIcg s ic#mans (R4A). ki, GP Ik
TAHYTAE/ 7 u—F VPR R L2 A, v
A DG % HHNT B b O L IEF MR T Ol % 1

Y5 S OO S H, G MPURDEEDTERE S
N7 D%, GPITH T APLETICIE, EYbisiiy
REPRPURDW FANRIEL, ENHDNT Y AL 5T
E R ERFIPUEDSHH S U S Wb 572, HH
W B2, JREEAS Zaire 7 A VA X D 5 Reston ™ A L
AD GP 3B GImPitR 2 EFE L o oED S, T
KT ANV ADIFFEMEFBIHUED D > T B Z L HUR
g Sz,

C DREGHEERPUADTERIC TR T 7 A VARG L7z

[=]
R



pp.117-124, 2006)

Viral surface
protein

Antibody

Fc=R

Cell

Macrophage etc.

121

B
Virus
e
Viral surface
protein
Antibody
Cig
C1qg receptor

Cell

Endothelial cells
Epithelial cells etc.

X 5. FAKFEHEEREEEOA DXL, (A) Fc LET2—NEM. (B)IC1q LUV Clqg LT 2 —Nr7El

MENTHFESNEDELEZHLPICT H 2012, =K
T AV A DG & [[FE L 72 B S BRI L 72 L3 12 %
SIETRIENED D 2 D EDETRT, THE, BEL 8K
B H 5, LEL TS 202 RIS & 7z
(R 4B)®. = OIMMKAT IS (ADE) 131K F
T ANWADPRANDE  Dlfies CRMICHETE A A H =X
LDO—DTH LML RET 5.

4. PHHAEDIE b —TORE EZBREEDHFE

FdRo X1z, THRIT YAV AGP KT AHEDHIC
X, 7ANVADBELEEEIERT S 0O L HHIT 5 b O
T 5DT, GPIIHT APLMLEEZ ZDF FIHEICH T
LBV CELWENLEDH L, 22C, TRITIAIL
A GPZx T A2 HAIE / 7 0 —F VHURD A% Fv 7252 8)
FEEE Y AETFIVTRAIZE A, PHYEEZ Y AV
ABCER 3 5 VIR G L2~ AZHIEED 7 1V A
Wk L CISERCRME L 22 (R 2)Y. $72, 3 H
BICHG LT & 2 BREORGEHHR RO bz, kK
2, GP OHAWAO T ¥ s — FOFEZ KA 7z, HEEil
JZBIFAZRT T AV ZADHITZFNITEH 3% L,
AR D FEIRE ) T T OMERhE I E 20, VSV D G
EOEBIETEIRTI YA NVADGP EIEFICEIR LY
ANV A&V, 2O AV AEHHRO GFP 5y 2 — F
YATIANALITRLY, Bl T4 BB MhE AT fE
THb. ZOT AN THPURAFAE T TS, 55
NITZAr—732—=% Y OGP DT I JREY) % HAT
L7zkh, 134, 194, 199 7213549 FKH D7 3 /RIS
BRPBDOLNTY. TREDZE F—TFIF, YA LAD
Lt 7y —iEAEIBAN T & B VIR ERE ST % D D sEIEAT
ETHHLEEZLNDL, INHDOTY b — T3 hik Dy

BBPURO T Y b =7 L3RR A EICHFAEL Tz, &
WO DORHEN S, HHPURDHEGIAK T A )V ARG DGR
BELTHETHLHEIRIRENT. bhAi, ZOEER
THW/: G EALEETF* T RT 7 A4V AD GP EEFIC
SELTEWR L 72 VSV IE, AT 7 F ok LTERIISHIVIC
W5 THEIRT T A IV ADIFICHEGA L TR &
JeBhfHl G A G- T X A EAREHEL N E LY, FLEL
Ty FoERmE LTS hTwa Y,

5. MAKTFHEREEBOX H XL

DX, TR YA IVAGPIZHT AHUEDFIC
A NVADBEGMEABERT L0 H L. TNFETICHR
DOHPDTAINAEGT ADE BHOLNTWE D, ZD XA
ZALDBEE Fe Ly 7y —IRIENETH B Y. $hbb,
TANANHEE LPUENS Fe L2 7% — %4 LTl &
TANABRET LI EIZE T, ANV ADWENRE
FFsEEIZSNTWS (RI5A). 2O ADERIERS Y
ANWAREDTHRA 7 A VATHE SN TS5, Fc b
LTy = RO 0T 7= VEOGIEHIL DY TO R
BEaEns, L, RAPHZICHRLIZERT T AV
AD ADE L Fc L& 7% — - WEEOMz LR
ofz. F72, VAR X o TGP O AT E 2
52 e, Fe Lt 7% —DAtoiifagEmos5+5 ADE
Wb o>TWD EEZ BT,

T, FTIETI YA NVAD ADE 2D B IMET O
DBER T D & A7z, MRS b I7zDs, Fik o
£ 912 EGTA # M5 12N 2 T e i M L PHE S e
o722 & HRRO T B AR O I ML I3 gL T A R
CIEERIRCTH o7z, Lo L, Wik 2sHMTlb - T
WALTREMED S 5 DT, PURPTUREEWIIRMISHEET 5



122

. &

o

4

&

L]

N

5

%z

":1'5 T T T
0 1 2 3
Days after infection

+ K562

—& K562 + C-type lectin

6. CEIL 7 F> (human macrophage galactose- and N-

acetylgalactosamine-specific C-type lectin) (Z& % T
KT 4 I ZDREGEEEER.

Wiy Clq # B THUR E —#E12NA 72 2B, kb
SRENEAED S, X512, Clg ST 2HATFOM
HL2MEEHWAE ADE R 52 b thb, T
KT A IV REGZ BT A ADE (SO B F8 50 7 ML o1&
ClqTH b D5 -72(B5B)Y. 2oL, GP
AT PRI Clg LMl E O Clg L2745 —%FIH L
TIRT AN ADBEGNEZ BT 5 & 2R LTWA,
DFY, PikE ClqiZ L AZUER T ANV ADL T ¥ —iE
EREFEIL, LET Y —~OWENREEO L LI
S THIMICE ST 2 A VAP EINT AL EZ2 5N 5.
Clg L7 % — 3k 4 R REEOMBLIILS GAHALTEBY,
IZART I ANADFEELERINETH 5 ME N~
a7 7 =JICOHET A, —MIZIgG LV b IgM O
Clq DFEERNIENBNDT, TET Y A ) ARG 5H
BEEIND IgM 2L A ADE Pl E L7z R T 7 4V A
D2 RPURIRICEI G L T B WD D 5.

Clq l2id3% Clr 3 X UF Cls &8 Ca® T KA ICHEA L T
BY, WEES ClZBELTWA. ZOIRETIZMIzE
MO Clg Lt 7y —~OfRERMES D F 0 i .
EGTA CTHLHEL L 721325 & 1) dvy ADE 2 2 L 7-#H 1L,
EGTA TIEAX WM T 252 L1255 TClr BL U Cls A8
fREEL Clgo Lt 7% — GBI E 5720 L 25
nas.

K, BEARTTF FHHWVIEF AT GP & Tkt
HPUED R T 5 € b= TORELX AT, FOMRE,
Zaire ¥ GP \Zx 9 % €/ 7 0 — F Uik 9 H Egebdng
AR RT A BEOVRIETHNADIY =728 L

(VA VA #56% #H15,

THY, ADE b AEHO Y b — 7D GP 45 F LITHF
TESTAZEDPHOIE R o7z T2, BTl PHIBUE
DI N—=TEORLDMETH - 72, FERPIERPUAILTY
HE7ANWVATHA Reston BkD GP IZIZFAE I LWz &
Mo, BYIERPUAD R T A Y N — T O TR T
7 ANV AOFEED#E NG T B HTFO—D>Tdh %]
BEMEASRIE XN A,

D EDOBEIIGP # T KRTIANAT 7 F v OFil & L
THOAGEIEEZETAZ L2 RLTWA, GP 25
B+AHDNAT Y FodHHWIEGP 25HT 5 A4 IV ANR
75 =2 & BB RS ShTw s, Zhs
(21E GP IZHRER M 2 MU RS T M <056 ) 2 B ARG R
DEEPVLEDL)THLH. LL, GPIFHEIIZT AL
AHRFIPURDOIENTH V), FHPUERDO A%~ 7 AT ZH R
T B LSRRG ERI R AFTRD 5 b DT, ADE (2B
55228 —=7ICATIICERZEA L, BYEhik
FHEETICCTL & FRPURDO A ZFHETEZ L GP T 7 T
YEERTH S ).

6. CEILYF> EHABISEM

CRILZF v rid, 1V MRAEVEI RS % 303 LS
G LEHEDEKBTH L. I, CRLIF LTl
A DL Y IPEH SN TWE, Focld, 710w A
WAD GPIZIZZHOMEEI TSN TnAHE Z EIZEHL,
7 AN ADHPBNDREARIZBIT S CHIL 7 5 > 0o%dE %
R0 v b7 7 — YRR 5
L, galactose/N-acetylgalactosamine (25 & 3 % C-type
L 275 (hMGL) % K562 MilgicgHs¢sr L, =KF
T ANAGP % b 2DVSV v a— K& A 774V ADIEYM
WEARLZ, COBRBRERICZRIIA VAW
AETLHLNATH-72 (R 6). hMGL 25783 5 DI EIC
O-link D¥EgECTH A Z L6, TAHRT I A4V A GP EIZO-
link OMEHASLHATAET B 5HIE (& F CRREE) 2 RES
B3 a—8 2 b ANVAERER L CHEBEOFEBRE 1T 72
LZAh, BRI LRI ER SN ko7, L LI
FWZ &2, AT URREIE A RIS 8727 4 )V A 1T Vero #ll
JlZ B BT RO TH S (ERITIE,
YD LDSB). DF Y, ToLF UREEEIE, GPASkD
FEREIZ & o TIXWZETIE 2 <, hMGL & 4 F Y RRFEHI O #E
BUEWAERBRT L LTER L TW A EEsmWw L& 2
SN, BRRAIE R ISR 5o C-type L 7 F >~
(DC-SIGN %) (b FDVER 2SS 5 2 EDHL Mk o
Twas b2, <ru7y—v, BREED S IFEMIEE
T4 BT AINADFLELERNMEZ DT, Ctype L7 F ¥
EDBHENR AR T 7 AV 2 OMMRFFRIEICEG L TWw5
CEDIRIBEEIND.



pp.117-124, 2006)

7. BHUIC

IRT T ANVADFEIZIE BSLA Otk S ETH 5.
Lo L, BAEHRICIIHE L T\ 2% BSLA fifd A FE L%
V. INRETIE, TERT YAV A L EOFESRGE L R
DR S NI T LARD SN TS, IEDZER
ERALIC & 5 AoRE)s & CEY OB A2y, Zh
5 OFFO SRR IFEAR DM EN N IERL T 5 T RetE D = £ - ¢
Wh. THF AT AV ARG, SARS, SRS 27
VI VHFEFEZFORTHL. b L, BSIA fdxdLEET 5
L9 BIREARS AR BAFNEC, BETHLT
EHRVOIGEREO—BE LTRT2LWIED TH 5.

O

KiF7e1x, KIE St. Jude Children's Research Hospital
WCARARZ &L THEFEPRICHIEG L, University of
Wisconsin, ALl KABREFATER 2 L CTHREOAFER
FIEHT TG L TIT-o C& 725 D TH Y, BN EZRD
FEL DT ADTHFER NP2 L IZBILEH LD
9. F72, RESHEHECHEER TS WE L,
KPR FTZEIT O W Fe s, aARBEEIZ, dtikd
KEFRFBEBRE A IERF O o H 72857 12 w72 L &
3.

X ®

1) Alvarez CP, Lasala F, Carrillo J, Muniz O, Corbi AL,
Delgado R. C-type lectins DC-SIGN and L-SIGN medi-
ate cellular entry by Ebola virus in cis and in trans. J
Virol 76: 6841-6844, 2002.

2 ) Becker S, Spiess M, Klenk HD. The asialoglycoprotein
receptor is a potential liver-specific receptor for Mar-
burg virus. ] Gen Virol 76: 393-399,1995.

3) Chan SY, Speck RF, Ma MC, Goldsmith MA. Distinct
mechanisms of entry by envelope glycoproteins of
Marburg and Ebola (Zaire) viruses. J Virol 74: 4933-
4937, 2000.

4) Jones SM, Feldmann H, Stroher U, Geisbert ]B, Fer-
nando L, Grolla A, Klenk HD, Sullivan NJ, Volchkov
VE, Fritz EA, Daddario KM, Hensley LE, Jahrling PB,
Geisbert TW. Live attenuated recombinant vaccine
protects nonhuman primates against Ebola and Mar-

10)

1)

12)

13)

14)

15)

16)

123

burg viruses. Nat Med 11: 786-790, 2005.

Noda T, Sagara H, Suzuki E, Takada A, Kida H,
Kawaoka Y. Ebola virus VP40 drives the formation of
virus-like filamentous particles along with GP. J Virol
76 4855-4865, 2002.

Sanchez A, Khan AS, Zaki SR, Nabel GJ, Ksiazek TG,
Peters CJ. Filoviridae: Marburg and Ebola Viruses. In:
Knipe DM and Howley PM, editors. Fields virology
4th ed. Philadelphia, Lippincott-Williams & Wilkins,
2001: 1279-1304.

Simmons G, Wool-Lewis R], Baribaud F, Netter RC,
Bates P. Ebola virus glycoproteins induce global sur-
face protein down-modulation and loss of cell adher-
ence. ] Virol 76 2518-2528, 2002.

Takada A, Feldmann H, Ksiazek TG, Kawaoka Y. Anti-
body-dependent enhancement of Ebola virus infection.
J Virol 77: 7539-7544, 2003.

Takada A, Feldmann H, Stroeher U, Bray M, Watan-
abe S, Ito H, McGregor M, Kawaoka Y. Identification
of protective epitopes on Ebola virus glycoprotein at
the single amino acid level using recombinant vesicu-
lar stomatitis viruses. J Virol 77 1069-1074, 2003.
Takada A, Fujioka K, Tsuiji M, Morikawa A, Higashi
N, Ebihara H, Kobasa D, Feldmann H, Irimura T,
Kawaoka Y. Human macrophage C-type lectin specific
for galactose and N-acetylgalactosamine promotes
filovirus entry. J Virol 78: 2943-2947, 2004.

Takada A, Kawaoka Y. The pathogenesis of Ebola
hemorrhagic fever. Trends Microbiol 9: 506-511, 2001.
Takada A, Kawaoka Y. Antibody-dependent enhance-
ment of viral infection: molecular mechanisms and in
vivo implications. Rev Med Virol 13: 387-398, 2003.
Takada A, Robison C, Goto H, Sanchez A, Murti KG,
Whitt MA, Kawaoka Y. A system for functional analy-
sis of Ebola virus glycoprotein. Proc Natl Acad Sci
USA 94:14764-14769, 1997.

Takada A, Watanabe S, Ito H, Okazaki K, Kida H,
Kawaoka Y. Downregulation of betal integrins by
Ebola virus glycoprotein: implication for virus entry.
Virology 278: 20-26, 2000.

Takada A, Watanabe S, Okazaki K, Kida H, Kawaoka
Y. Infectivity-enhancing antibodies to Ebola virus gly-
coprotein. ] Virol 75: 2324-2330, 2001.

Wool-Lewis RJ, Bates P. Characterization of Ebola
virus entry by using pseudotyped viruses: identifica-
tion of receptor-deficient cell lines. J Virol 72: 3155-
3160, 1998.



124 (WA VA §56% 451%, pp.ll7-124, 2006)

Properties of the Ebola virus glycoprotein
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In central and west Africa, Ebola virus, a member of the filovirus group, has produced sporadic
outbreaks of lethal disease. This virus causes hemorrhagic fever in humans and nonhuman primates,
resulting in mortality rates of up to 90%. Although there are no satisfactory biologic explanations for this
extreme virulence, it has been suggested that functions of the envelope glycoprotein are likely to play
important roles in the pathogenicity of Ebola virus.
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