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Characteristics of African swinefever virus and difficultiesin
vaccine development

Jianlin Lei, Hong Cao, Lixia Yang, Qian Li, and Yinggiang Wang

College of Agriculture and Forestry, Longdong University, Qingyang 745000, Gansu, China

Abstract: African swine fever (ASF) is a devastating disease of pigs caused by African swine fever virus (ASFV), which is
considered to be the No. 1 killer to the global pig industry. Highly virulent strains are usually responsible for the peracute and
acute forms that provoke high mortality rates that may reach 100%. Since ASF was first introduced in August 2018 into China,
137 outbreaks in domestic and wild pigs had been reported from 32 provinces by June 06, 2019, causing severe socioeconomic
consequences. Efforts to develop an ASFV vaccine began in the 1960s, but al failed, the major reason is the lack of in-depth
research on the biological characteristics of ASFV. It will be a great challenge for Chinato control the spread of current ASF,
develop safe and effective vaccines. In this review, we outline the biological characteristics of ASFV, including its
morphology and basic structure, transmission routes, pathogenicity, genome and proteins, entry mechanism, immune escape,
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and analyzed the difficulties in vaccine development. We hope to provide basic information for the control of current ASF and

understanding of etiology in China.

Keywords. African swine fever, African swine fever virus, pig industry, biological characteristics, vaccine development

M SE I (African swine fever, ASF) &
MG S B (African swine fever virus, ASFV)
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W5, IREEREBEBOLR A 100060, iR 5]
Y TLAE A ZL (OIE) #4515 2 Wy %
Wi, 3 LK A Sy — 28 Sl 1y 9 o T EE RSB 9 14 b
KB WENGZ — . 1921 4E45 Je Wi Ik & 4
ASF DIk, 2 1 Bl 5 & 48 28 4500 1 LA R 1 Sl i b
X BRI P . PN 60 2> [F 5K Fil b [X.
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ASF Wb R F 20 thal 60 4EAC, BT
ASFV AWK S ek, 14 AR REA I &
AT E R T AT 4 A XY T SR T S
&, Sk ASFV ByZhtl . BomtE . RREEs . SN
R . AP oz ki AL 45 A 2
FEVESEAT TR, JF40 0 1 22w i A T i 7
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DNA HUBize . MIAMRRERL T 4229 200 nm,
M INAZ (Internal core), WWAZ.L>5¢ (Core shell),
W (Inner envelope) . K 5¢ (Capsid) . % Jii
(External envelope) T& i [F].0 22 )2 20 TH A% FR
ZEMAUs (K 1). W M2 (Nucleoid) 41K,
ERREEERAMZER . B mRNAs & U
T, NAZLSEH pp220, pp62 42 R
PR PARBSAE T MO T B RS sk
JT WM, U ps4. pl7. pl2 . Kt
Hi 2000 2 /NIUIESTRIA L, F2E5h pT2 8,
R R R B Y 33%., BEREN ASFV 2R AR
BT, ASFV TE & & A4 T 40 A% K ik
BHLPUOMHE , R X RFRZ s 1),
ALFETE EHE T, N5 R AT R S 4
il BRIVTIRE, Sk gidiss 2= meE 1)
g 1 RO
12 HEER

R Y& ASFV 1ME— 5 s, fdE R
¥ Sus scrofa domesticus, RKYHHF54 Sus scrofa
ferus. Jij% Potamochoerus porcus. %I #EHks%
Hylochoerus meinertzhageni 4%, HAZEEEES)
B, WA AD AR P2 R

External envelope
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1 RSk ASFV BikigEtym = E©
Fig. 1 The extracellular ASFV particle structure®®.



BEH SANEEESN NS SIS

ASF ZRK8 (EU) 1 OIE A SE By =5 J3 4 finh
PR YL o 4 0 b T B 2 i s e ol ) 4 R e
BE BN I A5 40, A1 T B I ) Ml e g
MZEAE . M. PRI . MEVRSFHEI Y B i
kL W& KPR B T RS RS
(Bl 2), 74k, ASFV B 1 B e il gy
(5 7 el HL = A% 10 (1| 2),
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Pigs infected with ASFV
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B 2 B ASFV HRRRER
Fig. 2 Theroutes of ASFV infection in pigs.
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Fig. 3 Transmission of ASFV between warthogs and ticks.
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E, SRR Ry, R A7 I 0 R A AR P
(& )P, B Pe R ASFV R 4B K&
TR A, (TG AR L PR A fe i
B fl sl KO R B O AR R B, WUR
ME— BRI (B ) HAb AR ER R (A
Mg ELRIZRMIE) X ASFV )5 Bk ik A TR
SEMANTE R, (HAMPE LRS00 25 0F T e i B
P fi i 7 AR BB 4 5T ASFV TETR
T XA 3FMEIAER 1) FKHE-FHEEA;2) K
WS- BB R 5 3) FG-G IR ue
PEIIBEA TS ASFV ZEA T HB X FF2E0G 30, FEL
JENE AT HE

HoA AL 7 A WFoTiE . W ASFV 8l
TR B I SR AR, (EEE BN 2 miP0,
AN, FEA N R ES S Somoxys spp.fE S HLI ) 15
Bt RENs ASFV (LR HG, (B S LR AMT
WA 2 dYY RS E ASFV R 75 5 i
HEROKAERR, Hfie/ N 10° TCIDs™.,
A AT BB A5 A 40 BRI 5 2 H A AR A5 FIE
ST T, G081 A I BT By s A
ARG RNUESE, (H YIS 0 AR B 45 o W
R 3] ASFVIT,

13 FEHEHEFRMH

ASFV #ILEE T30 s . L IREE T BEbE
SRR VR R EE | R A A R, Y 49 d
Jo K R FNAE T R I8 100%. #f 2 Pk gL 1 1
PRI ARSEAR 1-4 d JG sh 8RB0 T, FEAR T L
B B BRAR AL . PRI YL LRz Tk H B AT B A5
ok EERRE, JREA SR RE L WKk,
TSo i mPEEYS . . e, IPIREE . B
i T MR 85 PR S e P 43 b 0 . B I 7 A R
o B ) A A b 32 A R T ot R L P I O
ELEh i R BB S . MREEAR 1 & ASF W1,
FE SRR T, Fre— Bt aE & RN
I RAE R o 555 Sk B s & gL,
PREAET R | T ARG, JET- % 30%—70%,
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G 34 JJR R SRR S AERE i ACRE AR F 2
A T2 B BV KA, BOE R I 5 I R AE AR
52V R AR AL, g B AR A ™ R A
Tk . KT TR R T KA
FET-HAR, TCIRLM ASF I RAEIR , — M3
] BV A R IR B BRBRES L SRR L B
R | ORSRRUAR . ARG | TR S R
SESEAR . VEERIT ASFV IR T 55, I RS AR
HBL 48 h FIJFIR RSN ERE ,  HEAT A L i PR IR
THREI RS EE 1A A o 77 AR kBT
BN ASFV GEAF IR, 3 EURBERFELIE I T AT
i’@,lX[l’S’ZO]D

1.4 IE{L4EMHE

ASFV TEREE T H AR EFRE T,
pH 3.9-11.5 44 NG A Z5% M, 60 C A4 T
30 min Al K&, —70 CAMAMF T, M B
BEABAAIE 18 N H, MR ZiH ASFV LT 2 4
WAEZ . 37 CHMT, M Y ASFV REff
1N H o ASFV RIS b =/ #7176 11d,
JURHKR 1A, 78R Zhe 2 ok A 2 11 AR
W EHEHREAANE 3-6 N H ., 4 CHRAFRA B A
Z/AENE S, BURE R REAAE 15 7, B3
P R TH K H L BB A B (I AE TS o 22 B0 B 7 BE AT AL
K& ASFV IR K 85 K AT 29%-3%ik SR 4N,
Wk HETTHBUEEY, e SHEH
19%—29%5 S AL N B %45 Ak L 12223

2 ASFVEAH4ARFTEHBER

21 ERFLESEW

ASFV SL[H 4 2k 0E DNA 70 1, R/ANEE
170-190 kb Z [A], £ % —> 125 kb I PRF HO X
AP B BB Jp 5 A 2 3L K% (Multigene
families, MGF) #J8 a8 K i X, MGF LK+
DL 4y 18 Dok S 5O [ 7 ok 1) 35 DR 2 RN AR )Y
ASFV DNA i 151-167 Pl iHE (Open
reading frames, ORFs), #%ifith 68 Fji4h e 2 1111
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100 Z Fl 4t 1 2 SR S, Bigk
DNA Zit 5 Jo N &+, KA M 256 1 & Jeoh
MY, LA I S B T RO A £ 20
ASFV mRNAs 525 T HAZ 40 mRNA 43
¥, 5-UTR I —MEFE5H, 3-UTRuiA 334>
ZREATIR (polyA) B, WEF45FEZH m7G
(50) pppAm[zﬂo

2.2 DNA %32

MU ASFV 3 5 1 8 32 A 5 A0 i A%
I X IR IF 46 42 01, %3k DNA K ieg ., 5
B R FR TS 00 RNA BAH . 2RI
BRALH . 5 N T4 4752 P8 e 6 h 5
SRR, T4 DNA X AT 4Rk 4 i ik
ASFV 2 20%E [F 2 5 5% 56l mRNA By &4, H
et SPORERE I 37, BN o A ) DR TR 2 3K 1 o B R
(1] o 240 B A 5 5 2 T R v 1 1 P o R A 5
&, {H DNA SR, 7540 MR o R A I 5] /)N
DNA F B, MMIZEMR P&y THEB. &
KRG AR5 3 T X8 DL sk X 3k (i J3 Bk
oy O SE R 4L R B K ) ORFs 58 LA
il o ASFV DNA & il K % 5% 5 96 i s AL, AS[R]
(T 7 DNA &I 7E 7 B Be S B8 16 20 i %
1712,
2.3 ASFV REEEH

HRT, ASFV 3k 400 % [ 50 5 ThRg )
R RYETEE . BRI 4B B UK B AR TE
JEAiAL R MR BB TP AN 54 RREEFT, K/
7E 10-150 kDa = []®. [ifif5 il i % ASFV HL P4
P Ml g 25 H KA 113 M, dahd
ORFs A7 151-167 /M%) i R & 4 # AR %
SEH 68 BRI IR 21 FiARZEHI BT, FFX) 68 Fh
SEMEE T REEA T T S8 W 450 OB TE A
16 Fl (24%) . Ji#EE st S RNA &1 13 P (19%) .
YEFEILN I 4 (6%). FEEALR 3Fh (4%).
fERkRE 2 A (3%) . HAbThgEC & 7 A
(10%) . WhEERHMER 23 Fh (349%)>,
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3 ASFV WA H Rk

31 FEIMLMAE

ASFV EZRP R -E SRS,
JEAMAL S NEAN IRk B L g B AR
FE A MRR AN AR E W2 . ASFV LT
PRI . BN . /B L P 2 AT
YRR A AN, (R TR A Y B, #E ASFV
FR 9 PR AR TP AR S e 63
32 mENRSRE

ASFV A2 A0 MR T B . REE . IR
6 pH A, I EALEh & A MR & 5 50,
IR UE B ASFV A (218 EHLIAGE i 57 (R 5
P NFEVE R, I B 585 D o A BB 25 AL ) K9
BER TR ENE R, 055G 9% 2 1R
Kog e Y BB, ASFV AR
14 LI 440 R BE T 3 o AR ZE I R NIRRT
g 38 i L3h 2 1 9K B0 1 RO S A B A
ff, SRR AR DT (B 4). RN
o3 AL DL A D AR L AR AR 9 TR 25 25 4 32
AW IR, FEIEZAR pH 3R 3h %
Oy FREETL, AR . WA . RN
55 5 BRIk P R R S P B, R R TRk
i A e — 2 ST, REORT A2 A B S
R B3 (] 4),
33 “RmEILI "HMERSHERM

O EE LT P 4 A% R R R X
B, BTSSP LR — X, EER.
DNA TEIZAL R R AR SR s b+ 12 (181 4).
OE R TR LSRR, Rk
FaE MR S 8 I AR . IKSHER (1K ASFV g%
BREE L] R E N pb4 5 Bk T EAR
FAMEE S, de L) J8 B W Y SR R T RE R
SRR TR, B R B AT b
A TE RN AZ O Fe e R 1 T X 58 B 4H 25 T
W3 96 75 2548, DNA BE— 25 RS AT s
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Fig. 4 Model for ASFV internalization and uncoating'®*®.

TATERLT o SRS ER OB A TR T iz i R A
FURSERET, ih 2R A (R 4%,

4 ASFV %z 2 AL H

41 FEHEBZERMBRS

B WA M AE AR . 8 IR B D () 2o i o
EZOEN, FEARERZ-EVRA . rhyhgn
FiL . FERRYERLANML . FEBRE RIS . Y HLIAE
FI)g IR IS, A 5 20 B Bl TG A 5 A R A
i AR R ] 52 4 (Pattern recognition receptors,
PRRs) Uil JsUAH G /> 7520 (Pathogen associated
molecular patterns, PAMP) #I 5 EY, if
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RE A Wi i SR e 1) 1 B 4 i LS 300 2% ORI B
JEUA RSV T o I Wt 200 M A 383 AR 8 4 BILAAR S 8 1
Bl R F AR ASFV RN 15 F 1Y
BRI, R A BT, X AR
AT T ASFV Al sl il i 3 SR NEAE o i HL
ASFV AR I SRS 25 A MR AR A B
AT IR AR S B e . I, ASFV Al
— > R AR R T RS B AT 1k R A T A
B4 2R e e i F B, I T SR I A A S
ZepL i,

N ANREVEAIM, ASFV FI 400 EA
A BB PR A R AR R s A PR . B
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I 210 JEL PN S AE R B B A K ASFV TR, AN
5 DNA $ifnaiseas, mflmaEdsl, H ASFV
TE ML IR R PR Hb AR L VI BR B, DNA B &
G ZRSE, G DNA REHEX . 1 % DNA GG
RO ML s e oA DDA R g, 3K P18 2 AL
A& DNA #5455, PR B 76 B 2 o 58 B2 -
WF5E % PR 52 2R Go 16 W 2 e v B (R A 25
i L DSV IORo) i

42 EHEBEERERERS

ASFV & il i 5o 72 P Gl % (Programmed
pathways) % I1 2 it 56 7= 38 %, 6L 45 40 B 08 1
(Apoptosis) . il fitd £ 7= (Pyroptosis) #il 4k 4t
(Necrosis). X FEIAPLEIA F T ASFV 7E41 N
£ FE B8 st ] 58 B 8 2 . T HL, ASFV
5 1 3K S5 B R T AN N R AR R, TR E R
20 it
421 IEI4EHFET:

JE TR B B A 5 R A L e g3 R HIK N B
Y ZREEEN T 58 i B BRI )
Mg -, ASFV AL79L L R4 R T
[ Bel-2 MRIEY, gemdldET, ZE AN
5 1 L0 A e 2 T Bk eI R g T
B (BH3-only {RFAT-5E) 183K 4l 20 At )
T S AN, ALTOL JEINBE S AN i P N T
Beclin-1 A AE A4 B ™. A224L JL
Gt B TR (TR ) (Apoptosis-like
protein, 1AP) BEHN caspase-3 JHT-iM i, WKiG
NF-kB {55 i % b i 15 F e i % . R, A224L
FER eI A E N ¥ | caspase-1 . caspase-8 {55
M T R ) 240 i T 1414950
422 EHEBAER

ASFV 5 H Al DNA 35260, 8 i P45 J i
RIGH T LR EA R A & ASFV
DP71L M 4 fith 35 1115 A — N Re4s & 1 8 Ak
& 1 (Host protein phosphatase 1, PP1) ik
W, ZEARSE T PPL HEAEHIES elFa
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Ewseib, ek ASFV SR BFEE, i
F% ASFV DP71L F& R B YL Yl i AN BE TS T el F2a %
FRAk 3, ¢80 ASFV A5 HAbAMZEHLE B 1E el F2a
BER A 1442

43 FBERBNE
431 WE I BTFHRELRSE

ASFV ZifS i — R 5 E A Re I 1 A3k
. AERETF . BET . B A e
PTG 5 o TP R AR BRGS0 55 A 4B 40
[F) e 40 i 2 T A2 AR, 5 S T R L
(Interferon-stimulated genes, 1SGs) Fik., T ZE
RERHIG TR IR L 13 45 CDS 4, B0E A R R 54
Jifl (Natural killer cells) #1955 & il 44251

ASFV 35 7 RS A0 A AE S0 T 23
EH 1SGs ik, mibrZIEFE KK MGF360 K&
MGF530 J [F 7 8 BEA il T4 2 7= 4 , 52 STAT
Sl R APUR E T ASFV g il HAh B
3 i 52 2R VR FE LR R B A e R v,
1329L (58 Toll FEAZ KR JE4)) . AB28R K] i 4:f
W NF-xB g TR 4. 734, ASFV
HREHE 1] 1SG 4 fig 3 Gy iy 24 141558
432 CD2vEHMREEMmEEA

ASFV CD2 ¥ 1 (CD2-like protein, CD2v)
L5995 BT 7E 20 I 23R 1 LR AR AR S R AT
IR R, SRR P R T EE AR T A Y R
Pk, mET, CD2v & 5% EE A BUR A ¢, T
B CD2v KEPR 3301 39 5 MUAE A ASRE AR (1) 2
FHE SR, CD2v A T 3 2o 0 ) A ECL 4 3 i T
FEI >4

5 ASF A B8 R 5 xR AT

ASF %5 Hi WF I 46 F 1960 4, i1 F ASFV A9
SERRVER A bl H R A e SO R
Ak i 5558

51 BEEZHM
ASFV J [K 41 25 #6) o o v A% [X. MGF & [K] 5
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s R PAN LR R, FEUASFV LEE E
Hiff . AEEh AL KA. B, Kl pr2 3
Kl (B646L) KRuih% Mm%, vl ASFV 430
24 RIS, BT B A 23 5 | S T 4H W B 7
Fitk, BREREDA 8 M ERE. AN, 7EAR
)4 T b DX L 5 A AR (AR . R
Y. #h (mFES . PRy REEDD). M AR
A S Z P EEAR, X ST MOR T JE A B0 A
FENEAFAE—E 22 5%, Ik, ASFV TERATHIIX
Bo KRB NS, AWML, ST k4
RIE WA BT TR A (R4 . IR
AL KRS L5 T B, WHE 090875
T T REHRHL R VR Bk 0 et , (RO RE R (IG5 U8
BERRAY S AR, HAFE LR, B
%mﬁ;}% ISE—[6-7,57-58] .

52 HEFRIFPIHIFNEE

TERE SRS I A T, VARV S 2 R 240 i f 2
& BAHMAEER, MHERA, LR RRE
RN HEHURG AR AR . AT AR e 9 2% A 452
PE TR, FL2 R B ARG AR ) Sy R AP kR o
YA AR BRI . K T S RE S LA A
ek, (ORI /Y, i BAFEL
R O TR A R, W IR )
IR . WAL . TG A Y,
P PR S T P B A A i R
PR, BRIV AR R bk, 4550 5%
B, 2B R 2 U AR R S B R
PR, EARES SRR IE, 2
ASFV fETEHUIRMR IS G 3 AR . oA AIAh
PR F B S (R AT REAS 2 LU SE 2 4KHT ASFV
Ml , X —850— EH AL, BRI ASFV
R AR e PR B B, X ERE R
AT AT BERFST H ASF B 1 A0 ARG . TR,
A NN R BUEA T 0 S PR3 P e T ASFV
2, WArRER ASFV 1E 40 i P AN YL L] B
AR R ERE S EBUAR A R AR R . R,
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T B HE — 20 W T 20 M e B AR WL S i R A i
’ﬁf Hq [6-7,57,59-60] .

HET, KT UESE AN M % fE Pt ASFV JEk
Yerh B E B AR S CD8T T i i AT
Fr ASFV, ZH5PUAR GRS ASFV =Fikk
(CD2v/EP402R. p54/E183L. p30/CP204L)
Y M Rz R IERIR I, eSS LA AR A0
BEVE T WREEAAE (CTL) MU, TEJChemtE
PUARIIEOL T BRER BEER s /. sk, v TR
#E (Interferon-y, IFN-y) W& . HARSGAM (NK
2 At AN S kR B R O

5.3 g%

ASFV Z5MaE 7% . A e R, KEaHH
DigeARF, M HEWEN SIESWEAEREA
12« 22 Kot 3 g 0 28 o B A F i oK 5
S R, SRR 4R 04 25 4 T B0 T B E
FEAIXT NS, 03k PR Bl 2 9 1 EL AT A 1 e Y 4K
71, ge eI, BEARY
PRI R S0, (B AAAE 3 TR SR VR FE fE
FAN, ASFV JEH G i (R . 5 Sk R LE e A R
SR B AR B D RE IR A AN VE R, S LA
SRy B S A0 o i A i m A R B e BE 25

7 B (85561

54 WAEEMANRAR

ASFV ]l 3 32 AR 51 1R SRR 5
P E MARE A RIEA0E, B2 55850
TR ALY E TR, X AR R Z IR A
AP E AR ME— R 2R R, 7 IR
AN XT ASFV (RS AT RE . Bk, R
R FAEW¥FB, LR EEZ A AR I & A
FEWT . BURGTE 259 5 BHITRG 75 AR 19 S 0% 52 2%
j( BE%U [36,56-57] .
55 HEkik

ASFV B ] A% -E g A R St ,
T2 ML ORI T i T g Iy 2 A SR 3R i T
Bifl 24, Hur, X+ ASFV W55 U BR T % e 4k
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Tl b 2 1 2 5 S ki, A R i R AN
FOUATT AWE. RAENE | G S % e
A FAZ, XS N AR RE -5 A P I RE R OR
WA, RS 2 A RS E P 2
Sk, DU Ay kil R pe it R 4t
T B3 2 5 DR 2 70 R I g 7 A2 1 4 . IR BE RS
HAE FEORBERTLR . IR R G NI e 45 Fh
T T (AL, 02 ASF B v AT 1) TR 2R —
RABIIE ASFV Gz kAL o nl 787 slif 7
A5G HE G R AL A Y (4425590084

5.6 f&mE T4 EIIGHYE M-

Kk DR SR 2 P RO S R I N o A BT R
W, BARERYER, Waekht Ik
BRI, (BfAEZeRd, F—P % w
BT 7 IR LA AR K i 5 (225550981 g
R AR R AL P SRR IR 2 PR 1) W
ST DX i gk S P RE I Y (Differentiating
infected from vaccinated animals, DIVA) 2l
i 2) WA R RS E RIS R, A R-
E g 20 B PR T S 4 ASFV AR PR 5 s
IR IE, ANIE G TR E AR, HAtb Y
A AL ARSI BE A S 8 55 3) T B A N
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