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AT U ZEmRKDO—DIZHEE L T2 DIEHHPUATH 5 KZ52 (k). Cathepsins 1244 7Tt v //7*[514@35#3&%0)
MBS TRENTWS, (D) GP2 =&KX % 6 A v 7 AR (PDBid: 2EBO %), &HEKIIFNZNHL, #H,
Vorzan) Ky EFLVTRENTNS

(70%) HHAEMEI NG sGP X, T A NVAESY 80 E% JV A1 in vitro 2 OF in vivo (2B W TR 2 #EFRF L T
B & LRI AT 5 2 LT, iR elET 5L 52 L5, GP OM#ERIZ BT Furin I3 %HEF T

FZZHENTVDEH, L) EMABTSLETSH S 1359, F72 L, HORAH = X AHRRBTREEE 2 b5 210,
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W27 A VADRE SN, S SICZHEEL OFRIEEIC L VMREANGE LS. 20k, ~7ut /44 b= 212X il
WANEBITL, =0 FY—2/MNBICEEN LRIy Y —2a, ZLTRHRIHTY FY—La~NEBHTE. 2o, = F
V= AN Y R pH N EET AL, VATFA Y TOFT—BICL) GPO Tk y YU ISR B, FOREE, BRI
VYV AIHEBRLTWAESY YNV E NPCL & GP#EET 5. INVY I LAF ¥ YAV TPCOBE 2 LT, 7 A IVAK
FAEL LM () VY=L ?) NEBITTLE, BERIESHFEIN, A NVAKTOITHMRENEBR SN,

NABESHIC X DI s TB Y, ZHEMEFHEHEE 7 AL
ARMPLECEL, HHPURIC L 25880 5 REL T
%4540 g L BESEIRIE 7 4 O A OV R B O [ M A
W TH B8, ETOIANVAIZBWTIERFIZEZ DN
RURESE I OF O BIMESHIC & A2 2T wa 9. a5
FRAEE A RIBSH RS YA NVAGP DY 2— K%
AT IANAEL, £ ORI BV TE AR GP % #F
DOYANAEFRE, L) BOBEREEEZRFOZ L5, in
Vitro 2BV TS T LA LETIE AW, Lirl<”
077 —YEO—HOBENMRICE T, Makms ~
NI EDREERNTH L CRERERRAEST LM, 7)) P
Y ¥y TRk ZHEEREEBE EVETRE bR T
WhEEZLENTWS BB GP o ORI EER b
AF VR LTV A E RS SN TEDY, in vivo
BT BREEICBNTEEREEHEZH S TWDL EEZD
nzs 101)'

GP2 13> 7 5 A 1 @hE s v X7 B W7l %o
THYH, NEK#LY, @iégnr—7 (Fusion loop: FL) &I
XN B BUKPESEE, NEANT S v ¥ E— MG (HR1),
CERAT S v F)¥— MF) (HR2), @I (Trans-
membrane region: TM), 4 \#lH3 & 4838 (Cytoplasmic
region; CT) 25 E N2 (R 1B) 4 5%2% mign—7
U HR1 / HR2 OFEHIE 7 4 T A )b A T I R4
ENTBY, THRITTAIVAY A — VRO HR2 B4 24
YF B E5HARTF R, <= NVT VT 4V ADRBEGD
ETHIEPWMEESNTN D O,

IARTIANANEG LR LZBEL ) S h
MPLIETdH 5 KZ52 1, in vitro L OV/NEIWE TV 2B W
T AV ARG iR T 5 2 LA S T T,
AR AT 12 X ), KZ52 13 GP1 & GP2 i3 % &
MNEAERNE LTSI EATREN, FEEaIC6%%E% GP O
WEEWEZIHES 22 LT, T FY—ANTOFERA F
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7ZIER OB SRR HETLEEZSNTYA (R 10) Y
B2, HEEE L CHER SN TWA [Zmapp) %L
T 5 3MHEOPAAD D B, in vitro I2B VT H i8S % Al
W% F5D cd4G4 & c4GT b, KZ52 & FHEIZ GP1 & GP2
DEFREFHEET 2, Z oEBIIIESIC L 2154 %
FEAEZITTELT, 74NV AEIZBWTEY 2R S
NTHBY, ELIECPOTFL AME L CHHPUEDOKLT
DB E 5> TWDEDNE Lz,

3. MfRm 2 /N EDORE

I RO — T AV AGHIE AR, @ SR
T 5 8 X7 B & OBRIME DR IR R AR 12
I DAEERIICNAE L, SBEERTHLHORSY 37 B E
DRFRITI DEWEA T/ L TN~ RITT 5 (B
2). THRT T ANV ATMIEERS KA L CRIIRRTNIC 53
FTHEY NI BEEETHIEIRBENTEY, THE
< B IS o i3 O o TR W IE G R Z A E L %
AT TWE B —J in vivo X OV in vitro 2B W T
EISCANE AT NG oYAPSY ik Rt 1) A3 O R 1 Y (N
BY, TNHE&TUIHBL T2 H—oMBRm <5 ki
RPZEE SN TV RV 29 BIIECIE, MR AE
AR L o CTRL Y, BETFEET L L) ET IV
WEHTHD. LTIZ, TR 74NV AOMBRAIZED
HEGHINMERT Y v /87 Ba2 28155,
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CEILZF I A IV WA F MARTFRIHESE ISR A
LMDy v ETHY, TRT T AN ARG
D& DHFEALMIBIZEELTB Y, FOMBEAZIEES
L. MEICX DL Tw ALy F oo EIZEL Y, F
f 2583 5 ASGPR-1, ¥~ 7 07 7 — IR BRI 3
H 3 % hMGL % DC-SIGN, 1% M Mg ic %3] 3 %
LSIGN DT R T 7 4 VAR T = VTN 7 4 )b A G
b EHEISR TS 1,3,22,23,49,55,56,91{ ns CH
LoF L, GPLOZ Y B v F vy 70 F VRRHEEIC
% HAET HHESISHES L, 7 A )V 2O R~ O %
RIRES B O UL, BRSSO REARIAEL
72GP %##o L 2 — F¥ A T4 NVADE L OEREMIIC
USSR TWB I S, CRIL YT DORRGAR
HER) BN AR - M RS H B L E 2 5 38
—HTHREDHEIZL Y, N2 F ) THEDOL ZF U H A
FUMBEBICHEAT AL TIERS v A )V ARG % HE
L, ¥T7ACBWTHESEPBOON-Z Ehn, CH
L7 F A% in vivo IZBIT R HICERE 2 EE 2 Rz L
TWAH I EHTRIBEENS 19,

2) TIM-1
B4 AR HR DM BT B KI5 > /37 HOFEHR &

(VA NVA 256528 1%,

AN ATEGAN DB & O F AT L 2R, T-cell
immunoglobulin and mucin domain 1 (TIM-1) A %746
e LCREE SN TIM-1 3RSk IgV 5888 0° O
RUBESHIC & 0 SIS S N7z o F U REE E Fi D, IgV
AL CTT AR b= AMBRENICHFAES % IEE phos-
phatidylserine (PtdSer) % JF#iICER#MT 2 8. 1KF
7 AV ZOMBER AL TIM-1 JufRic & ) fE S, &2
O GHILIC TIM-1 % 5@ HI 5B S & 5 & R G R D72
WHNY, GP & DEEEA LR SNID, ZOHD
WEICLD, TIM-1IE Y A VAR T A PtdSer & b
AL, ZOMELERDY A IV ADMBENLT 2 A L T
WABTEDTRIBENTGO = X NFFOMSE
Oy RU—=7T7 4 NVADHBRAIZLEG-LTnwbZ
EDEBHERTVS B5660 =z bix =KII AL
AEELELDIANVAHT R — 2 AMMBICHEEST S
ETHIBIZEALTWSAZ EERIEL TS, %72,
TIM-1iZ= Y FY—2WNTZRITIA VAOMBEAN%
H#$+ 5 NPCL L bEE L, ZOMAEMEH?Y AV A
AL o TEETH L Z EDVRIEMESINTBY, 2ok
IR E TRAEBDbNIS Y. —J TIM-1 134
AR TR L T b s, ERBPUENTLH LY
s07 7 —=YHIIIEBPLTBLT, AL NV TOERE
MEBET 2 LELNDH B 2.

3) TAM family F¥A > % F—tEZHBHF

TAM family 2B 2 —HED ¥ 87 Bix, THREF
0y rdf—tl Ll RPLEESFICEELTED,
% ORI BV THEIL L T % Expression cloning
HBICE), ZOXN=TH5L Al DXL RT 7 A )V ADH
B AR LCEmansz® LaL, B8 GP LIk
AT, BENICY A VAR T OMBBNEITICES 352
EDTRIBENTWS 63D F72 0 Axl OIEGARAERN 5 D
Jaff ok fES 2 0 BBREW Z &2, TIM-1 A4, Axl it
YH Y FTHDGase /- LT PtdSer 1I2FEE L, £< D
7 AN ADKIIR AR F DA T Z XL ZFH LT 5
LA ST WS 9

4) 14>

A7 7)) PFREHFOMBAETEI L TB Y, Mgk
HEHEIIEDLEY VX B THL D, FTHRY 7T VO
HALASHAE B OFREEE, 2 LTy Ry A b= A%
LI ED0, AVRATANVART T/ AV A %Y
HELTELDTANAOWERT, IIMILERZ 7K
o TWwb Y TERFI A IVADEE, Sl 14
ST YREBRFKICE 5T 2= FI AL TIALIVAD
BgAPIH SN2 s, MBRACED S Z L AURE
AN P, FOBROMEIZLY, GCPoTaky ¥ v 7
Mb oLl 7o s 7 —YOlxEEs 52 & T, Mg
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BN Lo T 89,

WA ML REAT 12 b BE

4.7/ 34 =2 XL B HBANFEIT

% DO A NVAIMIBET & > 87 B & oM E/ERE,
LY A M= 22X DMIFEANERBITT L. En 2
AL THMOLDRFEIC, 79 2) UAERIT Y R
L b=, IRFINERZ Y KA b= A, RFT
yOE A b= ACKAENE Y, TR AR
WL CREED A 7 = XL 2850 578, B
BRI RTIANARLZNERTHEENFA—EEZ 5N Y
AV AFERET- (Virus-like particle: VLP) % H 7284512
I, =70 ) A =V AP ERANZALTH D
LosrEngz (B2)™® <wzua¥ /44 =3 R0,
MR HE R K 2 O OMRIE 2 ) AL 702 AT, —
B 7 7 F ORI L) Ty 7 VESEE SRS 2
EDUETH Y, BmEIZT s Y ) ) — A LI A
FAW/NELRTER SN2 1D w20 2% 4 b= 20|
451 Tdh 5 Pakl % CtBP £ D FH % siRNA THIH], X
i¥ Na+/H+ exchanger @ [HE %] EIPA T 5 5 &7 o
WVADHIPEARBATSHE SN2, &5, w70 /94
=2 2L DHIRAICIL) AENDTHFANT V5T &
TANWAKTD, BPEOIFFIZHRCERE» S/ ET S S
EDEHENT NG O w5 )44 b= 2%
Hf 3 %45 F T H A PISK (Phosphoinositide-3 kinase)
R 7 7 F VEAEZHMT S Rho GTPase BN RT7 7 1 )L A
OHINRAICLETH Y, ~70E ) F A b= ADFHHE
DL ITF VA N = ADIKG G- 5 2 LA
SNzl A NVAERICBITLATzOE )Y A F—
VADEFEMERL TS @8 RSy 4 2k T
DOERZIZ 8O nm BETH L7, FEA 1um PLEIZHEL,
WHEDO 7 A NE (EE 120 nm ) R HNF T/
fo (B 70 nm #2E) OK& 2Bz CBY), vt
/v —2 (£ 200 - 10,000 nm) ~OHLY A A 138 2 7
ANZALEFZD. WERMIKRITT A VALK S
251 um FEFEIZET 5 M WiliiE % 2D Respiratory syn-
cytial virus (RSV) RftIREEA 2 L7214 v 7 VT U4y
ANADFE/~w 7O ) A b= ARG FERANZALE
LCHIFEPICREAT LT B 2 & b B 4180 — ¢,
~rul /g = AL AMBNEITIE, RIS
VA GPIZHEIKIEL-HARTH Y, KTOKRE ERHE
ICOABEBENTVLRTIIAWVILST 2020, GP
gk vy B MBS~ 70 A - —
VARFELTWAIREENEZ ONDLD, TRI A
AN B VT ED LI 70 A4 N— ANF
EHIHENTVWEDPDFEL WA Z A LIEREITH 5.
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5. T RY—LIZED M IL AR FDEX

Bk L7 & 912K T AL Z20E A IR E
W2 T 20720, FEOmEIZL L L, FORMS
WLV BV — AL 25 AV AR T O h 7 5 T
BT EDN G, ® Ty Ry — MM OIS &
WD AAZZY, MRERECHENE Loy 87 B ok
%ﬁ5$%f%é.l$7ﬁ4wxiv7nt/ﬁ4b~

2L DHIBANCEL) A -tk COT Y Ky =24l
aiﬂ&#%ﬁ@A L 7R s BT 2 (R
2). EEAl#~—Hh—¢t 350>y Fv—24 (pH6-7)
T, LAMP1 #~—7— 3 5% Fv—2 (pH5
-6) ~EEIT S 82 LAMPLIZY VYV —24 (pH<5) (2
HBEBLTWDLDED, oA VAR T-H T O4H F THE
FTHPEPILE L ERENT VS, NI FEIE 5% E
% H 7L CTw b GTPase T& 5 Rab family i ¢, Wi
IRV =BTy Ny —20l%E 2L
T\ 5 Rab5 & Rab7 25K T 7 1 )b 2 DMFLIR AN EE
THHZEDRENTVE® K512 FERFOAZ ) —
ZUZEY), TRV — A0 IZE b A HOPS com-
plex DRERH T, TV FV—LAKOEGRICED S
PIKfyve 2ANFE SN TEY), TKT 74 )V ZOMILEAIZ
BULLY NV —20EEWEGD S Y. Fax OREO

&L, AN T LY T IV CORGEAT v T
ZHIEHL TWAD Z EATRIBESN-DEH, THZOWTIL
BRFEL <ML,

6. BEXE7OFT7—EICLkBcPro7yOty Y

IARTIANVADGP DIRRE % FFET H7-0121F, =
Y KV —LNOpH DK THALELR 2 & i%mﬁﬂ%hf
WP LA LERZETTRATSTHY, TuFT—
YI2kBGPoTuty vy IHUETHL (R2). +
BRI Y —2ITFE L, BEMSEA T oEM b5 >
AT A 7a5 7 —¥ThD cathepsin B & cathepsin L
NEDEFHTTH DI ENPF SN 2nsic
HGPlo7uty 72X, A yFry TEA
T YRR RN, EORR, SHEEEAETEATY AV
ARMICHNG Z & T, MAZERE OGP RRE %
% (R1C) ¥303040  Cathepsin B/ LIcL A7 uty
YU DORERE LTERTAGPIORE SIIHIEBICLD R
70, 17-19kDa TH 545, ZTDO/NE7% GPl 25> 1 )V
X*i? 372 B cathepsin FLEHNZEZ WD H L Z L0 b,

WCRMO7aXy ¥ v THEREIIINETH L Z LA
mﬂﬁé T2 9 Cathepsin L ARFENE IZMIfEC X ) 2
7Y, &< ¥ Tcathepsin B OB 2 &E#ic e & 5 &
ERoND O —J, BHARER Y A VA % 7z
Y B o0 e 92B5C U, cathepsin B/ L I3 WwW
ERHESINTBY, SHIZZENZEND cathepsin & KIH
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L7z 2B 5 7 A )V A QBETERNER Fe O I (L B 2R
B 2128550 L & ENEr-75 Dol
Erb, TRITANVAOMBEAIIBWTHEED Y AT
fr7aFr7—XilibsrTuty oy ridHE N WHE
HRBFETH LD, BN TO cathepsin D&ENZE L
TIELRLHEDPLETH L. T, IhoHBEnE
IRITIANADT A = Wik E VAR TH LD, TR
T A WA DMO L N~ — )V 7 7 w7 A L A DRaE A
1% cathepsin B / L IZMKfFE, B2 RKMO 707 T —
LS5 EATRIBENT WS 2160,

7. MIBAE 2 /N7 8 NPC1 £ DHEEER

777 —PIZLAGPlOTuty vy S RICHAR
mwERNF L LT, Niemann-Pick C1 (NPCl) 357 5 2
DO V=TI &Y FECHE Sz 810 NPCL IR
WILEFOMMICEI L TBY, MIENOBRTY Py —
ARV —=AIEHL, aLATa— VolEkIilBEb b
[y o7 BTHDH, ZORBIZED ) VY —2AIZT L
ATFA—VHER/RTHIET, Ty NV —2% 0T ik
RV T IMBER IS RE SR E, FORE, dmig R
o b MEET MR TH S Niemann-Pick disease
type C LW IH WAL REET LY. CoBEHkoMia,
TN THIZNPCL Z# RIS TIEZ AT 7 AV
A D FEGeD R L fLE S, NPCl1+/- ~ 7 AT BFARI~
ALHRTI ANV ARGIIKIIMEZ R L2 &5,
NPC1 % in vitro & O in vivo (2 B\ CEIE R &E & 572 L
TWAB I EASH5H S NPCl RIBAIIBIZ BT, ™
AV AIX LAMPL 2533 52 %L > F v — A0 F TH#
Wk 278, BEEGEHEI R TV 2 E0s, MIBEAD
FERIHIDOMBRBIZNPCI G LTwa EEZbNEY.
g5, FTurr—Xilisr7Tuty vy IBOGP E
NPC1 2 EERE AT 5 2 LR SN, ZTOMENER % H
EFLILTYa—FIA4 T IV EERATEER 7 A )V
ADW ) DGR IF S22 & 25, GP & NPCL &
DAEEHTT AN ARG\ L o TEETH S L0555 O,
—77, MIFLPI T NPCL & 7 Tl  NPC2 13 J& e |2 B
THWZ L, NPCl DT> FY— AWNEBICHE L7222 —#
DHEIBDO AT A N ABINLEF 5 THEI LMD
NPC1 O ERT-& L ToORENL T L AT T — )VliksT
Y LUTOBREE IIMA L Twa 2 EAREIE g 8 406D
UEoZ e»s, NPClizZy KV —2RHIZBIT5TERT
TAIWAGP EDFEGHTFTH Y, BEE ICLERMA
SHEETHLEEZSNTWS (R2). NPCL I, Mk
LAV THZOEEEMGEH SN TE Y, RO E L
THOHETHDLEEZOND.

8. MEBA A IV I LFRRRIC & B REGHIE
AN BAF AT F B 72D WETH

(VA NVA 256528 1%,

D, SREHIREEEZR BB L T b, R I 7 AV ADHM
JBRADBERTO—2THLCHRLIZF IV Y
LA F MAKFEICER ST e e, TR
V—LDEREIZL VT AN EELRRE R L TS
ZEMBYL, TERITTA VARG F AT AITRE
ST B ENRBENL Y, ZOZ L 2EMFITL L
9 12, siRNA screening # i W7z EZ o m&EI12 LD,
calmodulin X*> Ca2+/calmodulin-dependent protein kinase
II (CaMKII) D H V3 ™ Ay 7 F VKON TSR
FIANADHIBRALETH S Z ENHD SN
AT, TV FY—AICRET ANV AF v
¥ AWV TH A two-pore channels (TPCs) AR ALZ W
ETHHI L EFHR L, TPCsE, %MK 2 v
ULV T FIEEWE TH LA F VBT TR
L4 F) Y (NAADP) 12 & » CTilMIb S5 £
T LCGRERESNZY, el CHRBLTEY,
ZOWEEIIEYE pH 12 & - THI ST a 47100 ¢k
R~ A% GO —H OB TIL TPCL & TPC2 23588 L
TWDLH, ZNENOFERLZIFIIIRIB s/ ML
< ADMEBAE T TR S 7 A )L A DJEGe IR 2 R
L7210 oo F v 2Visthz EHHET 285 £
7o AV ADOMBRAZEH L7z BHEFAFET TR,
TPC2 & NPCl oW 2 5%6¥ A NV — A2 VLP S
EREL, —HTTPC2OAEH L CTWAHIT Y FY—AIHF
HETHVLPOEIEFET LT o2 &k, TPC2
DHRFEHLTWEIY KV — AW A )V AEGZ & > T
SO TRETHY), EOHEIIT A VAR FDATS
LT TPCs NIV T EEz2 615 (B2). TPCs
FTY Y —20BREICEDLL I EAVRBEINTEY, =
RITANVALE 208X AL Twb L bins
2, SR DEMABTSLETH B B8 T
TPCs #HET LIEXDO—D2THALT T R k<
ATOT ANV AW 2@ CIH L7722 LA 6, TPCs 257
ANWVADIRFEMEICEE R EEZR-LTBY, Hiv A IV A
HOWEINZ VG EERIBLTVD.

9. [EREE

IRTTANVAGP2 2 LIZHEEAE D X I = X 423
THHAE, Moy F A TRVE S /37 EIZBT 55D
W3EIZEm 5 & 2 ADKE V. — T, GP O 245 i
WIS SN TEBY), TNOHHFLRECHEBLTE
7z,

GP2 & N K2 BEE N — 7%, KR EE UL %
Bi 7z @023l H GPl OB AHIIC L > THEbNIT
AV REEE A &k (v = ol et Ml /8 I/ IV S o
Tl AT URRE O RS E, B S NS AR AR
NPCl £ #AT 52T, b L ATHEISM S o/ KT
DEEI X YAV — THRZEEE GO 4D S BT
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%25 Zof% WM pH F TSIV — 7 oREEZE LS
RS NG EEZ 5N, FOBUKEHEEALY BV —40
BREICZE XM S ), EEGAIET S 20D &8 5 XM
SN ZEARGP2 ITHEICRKE (fEBELLERI L, Al
ENV—7D C Kigflizdh 5 HR1(a N2 A) IZHR2 (a
AN w7 A) SRR L CHIN &S LA T E Uik
THbH 6y 7 2R BT 5 (RID) 2%, mik
pH F T Z oD id TLEE/ALSINL EEZ LN T
%% HR2ZEHIHETIY FY =LA77 AHES &
AR SN TF RS, THRT AV ADHNLE
AEHELZC LY, Dr T A TRIESY VXV B E
Gk, GP2 OBEL I D6~ v 7 AROTGH AW %
AR N THBIEDHHS 0. =& HRL & HR2 56
ANy 7 AREEEST S LT, BFEMEg AL — 7
WENENEBL ChLTANVAFE T By — AR+
SR L, REWICERASREE LY okl T
MIEADSET LR, 7/ A RNA 2 & A v AR
T OaT7HMgENE MBS, 7 AV ZOBRDEG S
ns.

10. E5H VI

IRT Y AN ZADMBRERIMDE L DY AV ADZEFR
AT, L0 ELORTDHAE ) BHELZBRETH Y,
KW m DL BHE L DD, MBRAZIEN L L3554
L CRESNTEY, EFVEY CHEELIZD 5
N72b DB BEBHE SN TS B Ll 20
EBHERHED T 22> TB 5T, KRRFHORAERESZENS
FHIOBENE 2o TWLIREEEDSEZ HNEL. 207290,
IART 7 AV ADOMBIEANZBE S % HBENT7EI1L, RIS
EVIHIBIENSL S L) BT BEDHLHEETH L. L
ML, FORBK TS, AR AV 2 LIS E
L CEmEETHEICRHEET2LERH L. £
72, AR & 70 B AR MR ASIE R IS IR HIBRIC R R &
bHY, MM X o TR X 1 = X LD E Bl Ve
Z2oNTHBY, HICEERTEZIHE LmEMEORAT
B ORI ORFE IR [T v —07, BERE Y
ANAEMHL, RV XL TOMNF 7213 H 0% %
1791213 BSLA ik S B e e . RGP SBAEHART
(X BSLA fifk 2@ L CHB 5§, REAIT M EN KA
Eox v BIEREORER Y HH L Cw2EFES 72,
WRITTRE R 7 A WA B W EROBEELZHIE L TH
D, WEEZ SITHAME ® BSLA MEkoE L, HAD F
72T ART A NWATRFEICR & S EHBER S 2 & 2o T
5.
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NAADP-dependent Ca(2+)-release from lysosomal

Ebola virus host cell entry

Yasuteru SAKURAI

Texas Biomedical Research Institute

Ebola virus is an enveloped virus with filamentous structure and causes a severe hemorrhagic
fever in human and nonhuman primates. Host cell entry is the first essential step in the viral life
cycle, which has been extensively studied as one of the therapeutic targets. A virus factor of cell entry
is a surface glycoprotein (GP), which is an only essential viral protein in the step, as well as the unique
particle structure. The virus also interacts with a lot of host factors to successfully enter host cells.
Ebola virus at first binds to cell surface proteins and internalizes into cells, followed by trafficking
through endosomal vesicles to intracellular acidic compartments. There, host proteases process GPs,
which can interact with an intracellular receptor. Then, under an appropriate circumstance, viral and
endosomal membranes are fused, which is enhanced by major structural changes of GPs, to complete
host cell entry. Recently the basic research of Ebola virus infection mechanism has markedly
progressed, largely contributed by identification of host factors and detailed structural analyses of
GPs. This article highlights the mechanism of Ebola virus host cell entry, including recent findings.



