282

5537 B 4 1) B, = E BE K ¥ % Vol. 37, No. 4
2015 4E2 28 H J Third Mil Med Univ Feb. 28 2015

Al |
fl:# jJIJ *ﬁ DOI:10. 16016/j. 1000-5404. 201501182

LR A

N
A

(400038 K, 5 = 7R B KA IR BB 22 0 A Wy - 2OF =5, 81 R T sl ) TRE S

[FE] BRI EEMN (Ebola virus disease, EVD), LA FR B AL 1 i #4
(Ebola haemorrhagic fever, EHF) , 2124 A B XIEZIMALE YR Z—, H 1976 4E &
BFAEMPFL RIS PHE , 24588 8 R KM AR RAT, B & AR, F
PIWRFERE R K 67.98% . EVD (i AR IR RE (Ebola virus, EBOV ) J&—Fl A&

R IR, ORI HIREAE TS T2 M AN 58 2 A, (H EBOV BexE AR N R LS (A SR AR A 5 ) J%
e, I RABUENE . EBOV 1E532 LR T 22/ 5B ( Filoviridae ) W RGN T J& ( Ebolavirus ) | J& WA
5 Ao AR A RE T A7 AR 225, LI RIR IR B ( Zaire-EBOV ) EUR L 558 , 25 L 2014 4574

FERMABLFATRITCIN . EBOV 224K LR LR, LI 22 70 B0IR O UL 5 i 25 14 bl A% 0 A e AL i 3
PR R IR, T e DR 2 O BB G BE RNA, A 4 b 7 Bh S5 H AR 1, 700 7 52 i R A EORG Fp & % i 22 4E
Mo EBOV =2 id Al 5E , H A HEompLE] i A58 2 . EBOV ARG T B i i 1 4 2o Jit
AR, 55 T AR S O R B A S B A LR ) 4 4 % (BSLA4) 526 38 v R AT, FLRCL A e PR32 W LA AS: N
ML PR PR R IR A 3, SISO E 1t S e 5 PCR R B W AR 2 W, EVD 3 TCRER80R 7 7
5 BEH AR Z A i R L DU B SE R PR o

[R8EIR ] WRERDW TN ; RO T 2R WA SO s K e

[ REESES] R372;R373.9 [ XEFRERE] A

Etiology for Ebola virus disease
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[ Abstract | Ebola virus disease (EVD) , formerly known as Ebola haemorrhagic fever ( EHF) | is one
of the most ferocious fulminating infectious diseases so far for human beings. Since it was first reported in
Sudan and Zaire in 1976, there have been 8 outbreaks at comparative large scale, and all of them appeared in
Africa, with an average mortality as higher as 67.98% . The disease is caused by a zoonotic pathogen named
as Ebola virus (EBOV). Although the natural reservoir for EBOV has not been identified, EBOV can infect
the nonhuman primates, including chimpanzee and monkey, and result in lethality in the infected animals.
EBOV is classified into family Filoviridae, genus Ebolavirus. Five species with variable virulence have been

discovered in the genus Ebolavirus. Zaire-EBOV is the strongest one, and causes the current large-scale EVD
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outbreak in the West of Africa in 2014. EBOV is filamentous with diversified forms, and mostly appeared as

cladodromous. The viron of EBOV is composed of core, nucleocapsid and envelope. The genome of EBOV is

a single minus-strand RNA molecule encoding 7 structural proteins, which are involved in the replication,

infection and pathogenicity of the virus. Direct contact transmission is the major route for EBOV transmission.

However, the actual mechanisms for EBOV pathogenicity were poorly understood so far. As a pathogen of

Biohazard Grade 4, the operations on active virus of EBOV, such as performing diagnosis and doing research

experiment, are severely restricted in the laboratory of Biosafety Level 4 ( BSL4). Determinations of EBOV

specific antibodies, antigens and nucleic acid are helpful for the diagnosis of EVD. The positive detection by
real-time reverse transcription PCR ( RT-PCR) targeting EBOV RNA is considered as the golden standard for

laboratory diagnosis of EVD. Till now, there are no available strategies for the treatment of EVD. Several

vaccine candidates against EVD are still in the developing progress, and support therapy is commonly applied

in clinical practice.
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i rE RNA R ER . BT 5z A7
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AP A 5 NS EVD ZEIAAEIR IR B0t . fE RS
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( TNF-related apoptosis-inducing ligand, TRAIL) #Y 3
ik, O MPS 20 i, B 58 R 40 ( dendritic cell,
DC) %, 28t EVD & i B i R 2L A7 72 1) i K 22
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e 4 GO IR . PEAT IR 43 1 L B 3R AR
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BB LR O R S M TeM TR — i B AR
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FH ELISA 64705 B P ERG DU 58 R FH 52 B %€ % o 2
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