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TE 4 N4 B (African swine fever, ASF)& & 3F Y| & /& /& & (African swine fever virus, ASFV)R& % R & o B % 5|
M —fr e, e EEmttLE, TUERTEEFRAFRM 2 RAR LWL E REY R T £
143 (World Organisation for Animal Health, WOAH)#. &, ASFT 19215 £H R T # gL #E, B4 £ N, T
My =N RN AFNFRREL, PTEAEFARABLNAR. ASFESEH LEF AL, Buliis o #
A ERT LB ZE TR E 4, ASEVEE AL BORAAl. RmRI. Rk ko XA AR
AARH. 20184, ASFIENFE, %o F B AR k™ ERH. B HASFHEMBARIREAFTR, FERLHF
. PERFR., BEAFELZAANM L LHELEZTHANL, HASFVHFET REKX, HHAET +
ME R, Hd, PERELHZFRGRELEERRNE NS BLEHE —HhASFVEHR., EFNA AL R
e EETARSEK. EER A/ BREHARERK, HATRAEFAREHUBRSUERR, FREBNT
ASFV& M 4 b imE A FH 6k, Ry &l TASFREF A B HEREE LM~ &, 4+ BASFVE Az BB
EHEEETMR. AXERTELFERFEEASFVRAKE. FRY. RELWANF. FEHNEEEEE.
BB O SR ETENARFRITER, U FEFNEEGESHRRERSE.

KR FNEE, 2B ER, BURKE, KHE, DI, B

AEIMIE IR (African swine fever, ASF) & HAEIIEE
Jpi 8 (African swine fever virus, ASFV)5|#2 ] —Fi& K
FUPEAE G, FET AT 1A 100%, 8t A 254 P A 420
(World Organisation for Animal Health, WOAH) A 75 %
AR B E R FINEAL G, B [ 5y — SR ah
. ASFVNAEINRE IR B B (Asfarviridae) JEIN 8 I T
BEIB (Asfivirus)ME— R, ARYEHB646LEEIR 3 v 7 51| 2
Ft, ASFVHIr N4 FERAY, By LA A7 AE T

M, i RA D T R I ZRAL AR, Bl A ARG

T R MAEE K. ASFIaH K, MR 1R 2 HE, 52007
HEDASRAERR I [X 2 ROy B 3, 45 5 A Ik
Ry, R E ARt AR IR R A
TP — K, 20184E LR B KK ASFRE N 45 P R 2835F
AL SR EM. L AEK, i EfEASFAEREAN
B PRI FUAE T AR AT T AN R, AR SCHE pRiX
BEFEHEAT SRR, DAy b B ASFR 5 5T SR it 5%
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U bR IR TR 5 R A0 1 S T B
JHFAE

L1 REGCHEEN 11 R Georgia074E Ik I A4
itk

H19214E DIk, ASFAEAE PG Fir L g 1 X RF 25
WAT, 200748 KA AAEE T, FRIiu & 48 1) 4R /K
X " 2017483 7, 75 00 2R H X
IRER TR T ASFRERED, BB 24 o [ i AR 4R
ASF, {HJE 10 E K h &2 k38 m T ASFAE A E )
RS, 20184F, J& g N5 — A k BLASFAE A
B, AN Z s 2 0o v ] AR R = A B KR
FESENE KA S, ot E X ASFRAZIA PR, 3 imn HAE
T R 55 = AR T BRI O EE R . AR SR
PRI T T 3T AR K ASFV 20 15 K% 4 9%
ARG, I [A] AR RVTRE SRR 40 5 op [ 5 —
AEMIE IR AT R B MR(HLI/18). ASFV B646LIEK 8 4%
B BT R B, HLI/18J& T35 A 11 Bk, 520074 4%
&35 517 B 11 Georgia/2007/1(Georgia07) A1 7E H
B PLBH 51 2 & 5 ASFH 1 (195 B ASFV-SY-18 L i
JE RIEEOT, e A NPIR A 5 — R Sangerlll 4
ARXTHLI/ 18 Bk A JE R BT RS A 7, 56— I (Rl 3R
15 T RSHER B A 7 55 B, IF EAANCBIA HE R
J# (GenBank: MK333180.1). XTHLI/184 3£ K 7 51143 #r
KI, S52017FEEW =7 EHASFV(GenBank:
MG939588.1)7 51| B A fe =i B [FIJEPE, I 5 Georgia07
BRI AT LR, RBHLI/ W #8224
fr B RA TR BRI,

ASF 78 AR U DR B R FRE 1 Bl T e, AR
R BBV R H3~19 R s APl ik
B T R R ERAT BRI BT AR AR
W1 BUR SRR . SRR B, ToRE 0 R
(specific pathogen free, SPF)J&/EYHLI/18)5, 3~5KRH
R IR IIEIR, 3FT6~9RZ a4 #4ET:, Wi R E
FAEEIR HBLEREIR, 4 MAE S 13 R FEE 14 R 5K
T2, RUNZMHE(ESPFAE R . BUtRE . £
& Hu0m, NsREERR. WA RBL, % 2 5] E IR AR IR
AR AR S — S 1 2 . ZUER A,
1, ASFIIZ WA REANAN AR A A0 IR, T e B RE 5 1)
SFEMFFR. ERFTN T E B HEASFIA A & B
PRt T TR,
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1.2 SR SRR 1R AR S 7 bk

ASFVULTE R EAE R e 5, 16 B RS PR 8T,
AT F UM XF ASFR 2 HAA H 2R 53 . 20204,
PV B N0 [ AN B ASEVREAT M, 3%
B S E T 220k BEME, RIS H Bo46 LR 18 A% AL oy
MrRul, XEmEEETFRERIE, SR
HLI/18EEMRAALL, R BEMRAER 73 ik R 51 R R SRR
Bk, FNBUE B . EP402RIEIR 2 ASFV
FAHMEEERF HHLICD2vE [ 2 ASFVIK
B dnpu EEEA"Y, K, 1R EP402RHE
DR HE B DY FiAS [ 28 S 1 9 SR S AR Bl O, i i HLCD2v
FEAARREIEHERIERE. 4057 36 (hemadsorp-
tion, HAD)®7x, iR #ERRE S T 2040 B W B v
(non—HAD)“S].

T D B R E 53 5 non-HAD B AR IF1 85 7
A Ak, P AR B A SR HAD R 1% 7 (HuB/628/20
HIHLI/44/20)5 W #knon-HAD )% £ (HLI/HRB1/20 11
HeB/Q3/20)HH T M4 B &5, 45 5 oK, HuB/628/20H1
HLI/44/205%F 58 B A = B80T, 55417 B8 RHLY/
188005 /13 A —5; W#knon-HAD)J% 8 S HLI/187
PRAH L, X6 508 B B0 P B B8 Ik ARORER IR,
WAREA R IR, Mo B RomstT:, H
AR B R R /e 7. TRAUR I, DR
JRYLS, RE SRS B RS E RS B e, R
PEHE . WEACTRAR, B, MiZIamzE
FECR, BARMEBE#E, NASFEIZ Mk £
Phik. 9 T SEIU SR EEAR A A, B R AR
SHESINERE T (GRED AR FpR A
f8H) (&35 07B261212202100115, www.moa.gov.
cn). BEEMIORFHAH I, ASFHAK ARSI N E
BN T I R ASFHUACKTIN T 2, #h [ B9 098 TS 1
il o0 B R T ASFHUAAS A7 & 10 B 2 VAN,
3 396 B T SE R33N BRI = i, AR AR B

FH(www.cadc.net.cn).

1.3 KBOUHEE R 1 BRI 140 B RkNH/P68AE
Y3 B PR

HHl, ASFVHRHE HB646LFRH T4y 244 F
RN R e R ZE AR A A, (R RO 32
FAT T BRI A2 g 3 AT A
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AP 19574, JER T BASFVE R AR SN
ERET, BEEAERBEIF . E. SR, Z K
Bl dEL SEAD. BT S, B, ZKje it AE
A S E 5, HArkr TR AR 5, AR ERY
R K, #E20214E 2 1, T H 1 BASFV
FRIFE AR IE . B E NP IFE ASF i A e R 3, 5
BB IR ) R B IRFR A, FET 3R B, 3 bl 2 7]
MR A AREL IR . 0B R R AN DT R I IR
SR, USCER I PRAE d S, o F i 3R AT AR I 9 IE S22
ASFVIEIRIHYE, 3t 25Xt HB646LIE K 5 5 Hr Al Lk
XF, RIVZRE S ONIER 1 BLASFV. 5, BEAT9% 3105
5%, I B FISD/DY-1/21 fHeN/ZZ-P1/21%
PRI EE. JE Rk 4 S R 7 DL K R itk Ak a3 b R I,
SD/DY-1/21 #1HeN/ZZ-P1/21 () 4= F K 4 F¢ %1 5 NH/
P68%(GenBank: KM262845)Ff10URT88/3">"** (Gen-
Bank: AM712240) % Y&, 7T [F—i#t i, S
B 7 B R 1T B s AR AN E [/ — 0 A%, NH/P68 A
OURTS88/3%3 7l T 1968 E A1 19884E 43 25 T %5 4 F, {H /2
TE20HH 2090 AR 4Bl DT B, 05 78 DL R
B I B e #7070 AR B RTE T BUASFV
FEARNFRSERAT, (ERFEIA T ALK 53043 B ARNH/
POSIE #E Mk i fa[ % 2= [E v AN A B, SD/DY-1/21F1
HeN/ZZ-P1/21 53£[R T A58 ##kL60" FIBenin 97"
[ 4 N ALMIEL, ¥k T 101NORFs, 43 5 1)
ORFs. Ih4), SD/DY-1/21F1HeN/ZZ-P1/21 )5 K 4 th,
A —tez R Hrh 323 N ORFH 32 ML IR R
A, 4NORFHI700MZ H IR G K, 3MORFHI134
BAFBAE N, LLRMGFE 110-5LF — 22 MG T IR )
BoeX i, XU praR M, IXPAREED 1 B4 2 nTAe
HA R R

AR FI & ISD/DY-1/2 1 & YL SPFM, 4 R ns
NH/P68FIOURTS8/3EMRAHLL, 1274 55 2 IR 500 1,
T A B AR 71, GRS RR SR, ASFVIT
MGF505/3603 5 B4 1) -4 % 72 4 BV H s s # 10)
#4PY, [FIN EP402RFE R 595 25 THADRR A5
SR o[ 4y B PRI R T 795 7% SINH/P6S
FIOURT/88AHML, L MGF505/360% K 1 2k
HADFFE, X8Rk 0] RE 2 70 29 Pk 2 I B0 M 1)
R, R E SR SR SR ER A
SRAF SRR EEAALL, R RIS Mk R b e, ST
R BURAKCE B s eSS, AN

ANMASEAE BRI 5 T2 R BOR, BT S It
R 2 R XE.

L4 WBGUPEAEIN ORI T 20/ 11 2o 21 35 bk

ASFV OB F 24P BRI AL, {H2 AN E A
LA 2 (e R A FARE AL H20214E LK,
] FH JE) B T BRI T RORD IT R 8 O 347, 20214F
JE&, X AR 2 N\ DO e [0 43 X 33326 A S A0 A 9 0
BE PR A b 20 B = AR SR T A/ T 784 286 400 75 4k,
T VUKAIE B ASFVAE A [A) 3 (K B 2 ) ] DR A AR
4, FEARN AR EAR . W R T 2R
HRFFIME, HT T RARBE#L . SEE
M RN, S 8 2 R 2H B4 99.97%~99.99%
(ITRIJEPE, FE AL BT R — NS 452, i
TR T B3 SRIE R 1T 843 S22 8], ARG HB646L
FER S BN TR 52K I #Georgia07F %
FFHLI/18P RIS A T BNH/P68FEN #SD/DY-1/217
() 5 DR AH 3R AT b, AR LR e MR B IR 2 S
(single nucleotide polymorphisms, SNPs){i s % 55 &
B R BB (R D) e BT R B, = Ak B4 B SR R 41
10NN AN LL I Fr Bk B 2R 11 24 GeorgiaO7#F: 38 25
BE, 5 EEZ156.5%, # 5 1061NORFs; HAx 10N 4:
F Bk E LR T BUNH/P6SKERE#E, 5 HL2143.5%.
— FREE 9 7 (I EP402R%E K 5 3 X 1T B4 GeorgiaO 7
SREEMRAHAUPE N100%, # A HADRHE. thoh, =k
BB ERER A S FYE ) FE R 1 2 GeorgiaO 7 R 5
FRHLI/18FIFE A 1 BUNH/P68HEN G 2 SD/DY-1/21 A Bt
L, M EWHELE T AFELEER R, 6N
k.

SPFAE IG5 A B0, FEDE T 24/ 11 284 =6 20 9 B 0k
JS/LG2 1 506 2 = SO R, KPRk e
5, 5 RIS DN T84 B B AR HLY/ 1840 24, B EA
[ T i 39 20 B A 3 ] T AL IR 5 3 978 /TN H/P 6 8 K 55
Bk, MR E AT I200 T SRR # R B T3
R B s 8 bk, IR R H 3 IR EER R Z
__.[36]

2R A [ T N I ASFRE T, I A
93 D R ) 2 T 5 IO B A i, DA B AR R AR ) 2 4
B WAL R 12, 9882 B4 ASFHE— 147 /0% 4R
T (R T 24/ 11 284 3 495 25 11 HE 0K 9 ASF RIS M K%
By 45 7= S I s SRR (1 Bk K.
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Table 1 Similarity analysis of gene fragments of genotype I and II recombinant viruses

R B 5 5% IR T RAZ T BR AE AP (%)
BE (OAE K (o) SD/DY-1/21 HLJ/18 QBT
) &l CGERF T &Y GERF 115
Fl 1 19273 19273 99.93 71.29 B[R T
F2 19274 33248 13975 27.50 99.99 FE[R TR
F3 33249 59378 26130 99.99 93.71 BT A
F4 59379 63494 4116 96.55 100.00 LR T2
F5 63495 66708 3214 100.00 95.41 R T A
F6 66709 77562 10854 89.57 100.00 FEPR T2
F7 77563 81254 3692 99.89 97.49 PR T A
F8 81255 86883 5629 97.00 100.00 SER 1A
F9 86884 102453 15570 99.36 95.43 B[R T A
F10 102454 115776 13323 93.73 100.00 eGSR
Fl1 115777 118739 2963 100.00 90.15 BRI T
F12 118740 128884 10145 96.03 99.98 HE[R T2
F13 128885 131665 2781 100.00 98.01 BE T A
Fl14 131666 136729 5064 98.32 100.00 FERAY
F15 136730 137277 548 100.00 98.91 B
F16 137278 140785 3508 97.97 100.00 FEPR T2
F17 140786 142184 1399 99.71 99.15 PR T
F18 142185 149814 7630 97.03 100.00 LR T A
F19 149815 154854 5040 100.00 98.21 et
F20 154855 185431 30577 85.60 99.98 R IR

2 AR AT

ASFVEERPE R, AI9mis1502 2 4. ASFV
EH A KDNAJR S A —5, AL, 2
PRI A R T, R i — ) R DNA Y. 3
SRASFV OB R LA, (B AR 84540 i 55
B T RN UK IR, ™ HBHAT T ASFRG 45 7= i it
. A NP A R T BB RR R ik =
YeE RV, E IR ATHARAT T ASFV AT UL 1) = 4E K
YHLER, SEHEIR/RASFVIRE S Z (UM, AR 52
RUZ IR 10052 2 FNBE DR 2H) S5 FREAE, 9 5 F0RE 6
TI3ARANEADT, HEBERLIN2609KFIETE
WAL BT E ASFVE S MR, B T EEKR
EHpT2FE TR, B T p728E H R = FRAR L
FEAE, &7~ T ASFV 2 FB TE I AR 1t fe S5 AN G B bt
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JRRALE S, WA T Z5H & A R IHES 7 SR
TERIREE, 1R T ASFVALENLSIE U, BEJa, XITH4E
N gt 7 ASEVIBURL I = 4 RS 414 4, 75 UCIE )
ASFVA ety 73 7 4L R [ IRk, [RIN 42 1
5 HARFURDNATR 8 —F, REARFEERALESNTET
TN e, EIE R AR AT R & i
e F ke A FE . tesb, A7 AR T ASFV
LR R Fp1 SR iR M S LI RERT T, R Dlp1SEL R,
¥ b5 R B B e BEAR AR, SR AR BE R R A
TE ARG ) 7S SRk, AE W p 1 SREIR] N 25 & 9 25 15
RN R HE N ADNA, JEEE hplsE A LA &
JDNAZE &1 Fhh g K. 22 % AR I, p3s
HERM T MBI B A, 5 SCERIRE 45
BOAFEYE, $Emp35s @i AR R ASF VIR AT
BEACREA SRR B, 7 b tkpHI S b, p358E H LA 1A
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[T SAFAE, TR & PR BEpHIAAIR, p3SHR 45 Rk A B
AR R IR, IS TR R L T AR AR,
M4 7~p358E H Al fe il i 14 R o 2 5 ASFV ik A
e A 7 3k #2,

K02, ASFVIIURE (1R 20 45 KA R AE RN 95 25 4 2R AL )
s, B ASFV AR T 3 248 i DL K 3 R0 B M
FHUR RN SR T EILR R, ASFRE T
T p72 =R E A2 Bl R B8 E 7 Hig
fit, FTAEATIIASFV 2 B it 7t L bTin J5i T R
SRR B R BRI B SR T ) — RS

3 AR AR N IR

ASFV & —Fhek P BEDNAY 7, LA K
FER170~193 kb, K A3 -G, 5 AR bitH i 2
R K HL 52 7 91 AN 2 2 (R K% (multigene - family, MGF),
b ) 2 AR ST A1) ASFV 3 PR 28 44 B 22
Z 5DNAKH]. BE . ZITFRIH. I Ah i
WP BT T A R A S5 Y, S A0y
T T ASFV I 4L fili ¥ 5 16 41 i (porcine  alveolar
macrophages, PAM)M 2 JE R s 2504, KILASFV
B DRTE IR R (R PAM R 52 B HS B ) 44k i 1k 2 i A =K
[ i ASFV K S i 3 i) 1 32 G2 S B 51 R i 3= vk
K7 AR 12 1, thah, ASFVIERYAS[H T-HP-
PRRSVIEYL, i#5 FPAMP A SR (0L L4, 4852 4T
i NUOR B L T BOR, 2T ASFVIR G
PAMANRIIN ()15 = S5 2 MK R, BB TIEES
I3 B 2 [A] RO RH ELAE FH B s 33 2 A 4 (40 1 R S 5
WP, [N R ASF VIR YL PAM JE R 3655 1 4 5t
.

MRthr e N RE T EP402R 55 H B R (f ASFV
PRHLJ/18-CD2v-del, W5t KIN5EAPRHLI/184HLL,
LR R EE0N ) B mE. gAY
AR, EP402RZEN 4ifid 5 FACD2vA] LAFNH] T %Y
THEFE, WA TR 58BN mASFVEUR
JIH5y FHLE], NI B ASFV 5555 4k i B a5 ML 42 44t
2% . ASFV pI215LHHASFV R HREH 1215 gmtt, %38
DRIPEI 75 1) DA 52 TR G 40T i A 1 200 B A R 4 I
k™, [FIN 52 R g5 A EE(E2) Kk B R
P, g N R B, pl21SLER (R IAKT
BEAR, mILAMESR 1 BFH0 R 17 AL HF I H ASFVI R

i, HWFas AR T — 20 R R ORI REASFV ]
R IEAE 2 ()P B G SN

ASFV pH240RAE—/MR5EERAD, 12405 5
FRZH B, HIhRE H AT M AN . BT R B, pH240R A
5 M5 B0 1 (1 28 28 AT B AT 1 A9 B 1 1 J
P, pH240R 55 STING PN A 3 5 155 45 4 45 AH 178 1,
Pt EL AP S5 ) 3] 7R AR 1 S SRAL AN B A7 pH240R
PIHITRF3AMTBK I B ERL, $0f] T B FHL R 174,
AT B TE N -9 R4 L, L o s 2 A
pH240REEAEH 5 NF-«B/5 5@ i ) B 25 540 1
NEMOAM HAEHMHIL-1pRT R 565, XA
NLRP3HH EAEFHNHINLRP3 JAE IMA AL, 5 &4
HITL-1BMI A S 2. SR Ee 45 R, H240R%:
K& ASFV ¥ B 85 7 35 1R, 38 3 410 1) 98 B 5 il
ASFVEUE /7,

MGF505-7RZEMGF £ 2 K FK R I — R, 21 F
2t Nk 7 pMGFS505-TR S TKK S 44 (HTK K ot
HAEF DL HINF-«BYE 46 - 5 NLRP345 & LA % v
METE AL, T FEUAL-187=2E 3k />, LAk, pMGF505-
TREIRF3MIAH B AE F HAMHIRF3 8% 2 A, M BH
Wr 1 B TR 4. ASFV-ATR G HIEARASFV
HLINSFEHRAHLL, HLAEATHER N AR 13 0 B, BFC
SEFON T RASFV  pMGF505-7R {1 i b HAE 97 B I
I EORMLRISRAL T HRR, DU R 2 SR BRI
P W AR LR 10 LA

pE199LTEASFVIE B 15 391265450, 3F H 5 ASFV
(IE NI 1 e B8, g \ Ve E199L
BAT LS SR ARSI T, A TR
ASFVRIFHLEI S T 2k &, A137RIEASFV
Georgia2010F: AR B 2% 5 AT MR AR ATtk 1 By, [6]
I 123 B — A I AR R R0 A e N
ASFV pA137REF 7T A I, %% Fd | W5 s R
M 15 DAF & A v 07 X5 TBKLAH B FH JF % /i
TBKI1, FKH#|cGAS-STINGS S HIIFN-B(5 5@, M
T APHIIRF34% 5 7.

ASFV pS273RJ& T SUMO- 1} 57 85 1 il 5%,
% 5pp220Hpp62 % & A TR ZL AR ). ASFV
pS273R LA Fh 1 I R (o i i 1k 1) g S 1
(R 2 i 4 T 04T 2 9 (Gasdermin D, GSDMD), ## 1fij B
SRGSDMD-N, 7o/ SRR T [RIIN 8 % Bi% R
P38 ) 0 B B T G3BP 1SR ST N I R [ 77 B,
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T8 75 2 2 1.

PAT04R FHA104R3E R 4ty H- 80 1% 1 104 Z 2L R
2 Ik, 5490 EHU/MHF S5 R 5 B A 74 F1 D) Re AR AL,
P, WP A e B, g N g L 0,
TR ZIHATEYISDIAISDAT] LU A pA104R-DNA 45
E I AIHIASFVIEPAM A I S 1], IX NASFVIZE I FEfit
THEE. ASFV  UKFER: T3P 44 Ml T AR X
[F] B 2% 3 PR A — A2 A 22 R 7, Teklue A1)
ASFV  EP402RFNUKRER K J5 34T sk, 4558
EIRREETERE RN 5] R AR G o L SRAHLARI o5 A 7
PRI B

4 BRI = A
4.1  AEPIESEE RS

o EE RS TR A T o 5 — KL Ak
Pk R R B O B SRR PR, AESE AR R K
BRAFEENOL 24 KRR, CLEATFEMTS
R, ASFAENTFE, AR kE A, [Fif
o v [ 28 5 FH A 2 {8 R iy SR ™ LT

AT B T e R PRI B 45 B R B & TF
B, HH T ASFVIERI A B K, 4508 2%, gmid & A
KZIhReR A, HEUR5 NG, Brbl2 454570
AT ARHE A R AR T ASFV IR ER B GL 1 AE
AT HCAH [R5 5 2 1 P R, RO T TR ASF A
BARTTAT . B 7RIm0 s
w7, EA B T R, B RS AR UR,
F AR 70 25 B A% AR AT IR B J bk Tk [R5 5 25 25
PP U R, (BAFEEEESA oy BUEAFRE |
Bl ARV R YRR . R A KU B Bk 7
FIFER R RIS TEIE T, RASFRE IR E 7 2545
EXIEAEF % N 25

Z A 5T B BA AR ST e 1 22 IR i 2 55 1 9% 1 T
F(F2), Haiwxkm, pp7ir", B119L™, pp96Rr"®,
DPI148R™™, EP402R", MGF360/505°*"", 9GL"“"
UK'*"% i ASFVRIEE JJ3ER), oh i 6 5 [ R AT 2R B
FIRA T, A IE R ok B0m 71 B3 A%, H
REfs 75 ST 0 AU o B8 M0 1) R 4 S e R 9. ASFAE
N2, HEWN eI EE. R SRz
BT X M 1 59 BEAR ) RS 22 VA, BLFE(FIE
PRI IR . e e, B /1R #5E. BorcallBA
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KB, BrII177LFE R Y GeorgiaO7 4k A] HE P [F] Y 5 75
H ", R R A HE S, SRR
R 7R B KR (£2) 7. BRAEMGF360/505 X 4575
MNIEF(MGF505-1R, MGF360-12L, MGF360-13L,
MGF360-14L, MGF505-2RMIMGF505-3R)Georgia07kk
(ASFV-G-AMGF)REHEHT [ U 38 5k i BOE S Y, (1
DeutschmannZs A6 55 R I, ASFV-G-AMGFTES% 4
WIS, BA R RENES, MEAIRIR Y
I, HeRpE LT R RO RGER, BRI RN R
K S 5 AR (FR2). IR R AR AT L7 R R
g Y,

o [E 2 B 9T R #E T  [E ASFVIRAT HRTT J
FER R 8 I AL, A 2 AR L R O 7. SIZUG =
FVIAER, #5r FE R Rk LA B e g
RN T w2 N\ ST R B, HLJ/18-6GD
(R MGF360/505 X 8 75 A 2 X)) FTHLI/18-7GD (£
HLJ/18-6GDIER I Bk 5k EP402RFE K # e 175 54t X [
Jsi o B Ui 1 R A e R, (HE ksl A 30,
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Research progress on African swine fever in China

ZHANG ZhenlJiang, SUN EnCheng, ZHU YuanMao, LI Fang, BU ZhiGao & ZHAO DongMing

State Key Laboratory for Animal Disease Control and Prevention, National African Swine Fever Para-reference Laboratory, Harbin Veterinary
Research Institute, Chinese Academy of Agricultural Sciences, Harbin 150069, China

African swine fever (ASF), an acute, highly contagious disease of domestic pigs and wild boars, is caused by the African swine fever
virus (ASFV). It can cause serious economic losses, and threaten the global pig industry. According to the World Organisation for
Animal Health, ASF was first reported in Kenya in 1921, and has caused outbreaks in Africa, Asia, the Americas, Europe, and
Oceania. ASF has a history of more than 100 years, yet there are no commercially available ASF vaccines or antiviral drugs. The key
scientific questions such as the function of the viral genes, pathogenic mechanism, and immune protection and escape remain
unknown. In 2018, ASF invaded China and seriously impacted China’s pig industry. To meet the needs of ASF prevention and
control, several scientific research institutions, including the Chinese Academy of Agricultural Sciences, the Chinese Academy of
Sciences, and Tsinghua University, urgently established research teams to combat ASFV, and have made great progress. Among them,
the Harbin Veterinary Research Institute of the Chinese Academy of Agricultural Sciences isolated and identified the first ASFV
isolate, genotype II natural variant, genotype I virus, and genotype I natural recombinant, and analyzed their genomic evolution and
pathogenicity. The structure of ASFV and the functions of its viral genes were resolved. Moreover, many products for ASF prevention
and control such as a gene-deleted live vaccine have been developed, contributing to ASF awareness and prevention in China. In this
article, the research progress in epidemiology, etiology, viral structural biology, virulence functional gene mining, vaccine creation
and diagnostic product development of ASFV in China in the past five years was reviewed, in order to provide a reference for the
prevention and control of ASF in China.

African swine fever, isolation and identification, pathogenesis, vaccines, diagnosis, prevention and control
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