2 WEAER

BIOTECHNOLOGY BULLETIN

AR & IR iR = H I A R R
e

Mepin! EH oRER! T 22 F)me
(L REEBE AR S A IR 2B, &R 725000 5 2. RETH & HCEE POy, Z0RE 725000 )

NS

- R 5L - 2021, 37(5):174—-181

¢

# ZE . FEHHE (African swine fever, ASF) AEARE BT A ™ Eo9sbkim, WIlA— Kt Fim, 2018 58 Ak
FRK ASF AR, #ERBTO AR HARB LR R TS, SERMERRAGMERE K, BATA T ASF & 27 il
B e BF A AN RIRFG Y, B LAY AR R A FHTHIE, KNTHE, AL, BHFEND . AHRR WA
KT A 4 3 91 8 9 A 4R ) 9 B IR SEAT FE AR, A F AE R 25 M e A R RS R R A

KEIF . EMHERE  WmERA  THE ; BRI B RRASH

DOT : 10.13560/j.cnki.biotech.bull.1985.2020-1079

Progress on Antiviral Agents Against African Swine Fever Virus

ZHAO Hong-yuan' WANG Zhao' CHENG Wen-yu' MA Ning-ning' LI Man’ WEI Xiao-li’
(1. School of Modern Agriculture and Biotechnology, Ankang University, Ankang 725000 ; 2. Animal Husbandry and Veterinary Bureau of
Ankang, Ankang 725000 )

Abstract:  African swine fever ( ASF ), the most serious exotic pig disease, is listed as a class | animal disease in China. The
continuous infection since the outbreak of ASF in Shenyang on August 2018 is now ravaging the development of China’s pork industry,
seriously threating the healthy development of pig breeding. There is no commercialized vaccine or cost-effective antiviral drugs, thus only quick
killing is reliable to control the disease once pigs are infected. This review summarized the recent research status of agents including interferons,

antibiotics, nucleoside analogues, plant-derived products and other compounds that have been reported to inhibit ASFV replication, aiming to

provide theoretical basis and reference for the development of potential anti-ASFV drugs.
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FAEIE IR 5 R (Asfarviridae ) AE IR0 5 8
(Asfivirus 1o A4S ASFV R BLEA T A AR i sk,
{EL AT 18 JC R i P B v N2 AT AL IO 52590
JEAE— ELE L REHCRE s MR AT B 2. R T
] 204 AR v R A ZUE A G, ASF BB 45 2
LR N SRR R A B T AT,
1 J2 HHTE N AMRXT ASF BENEA T Z A . A<
SO AR P IR 75 1 7R B O S8 BOIR 64T 1 5 46,
DA A4 F PRI 245 4 (4 B T AT i 3 B A A
NEESF
1 ASFV &f

ASFV 2 BA R UEE DNA 55, 3% 170-
193 Kb FYZRIESEN AL, Hedihs 150-200 13, T
FHRRE DNA 8. ASFV Rk T A A 2 o i 5
A, Bbae, W, RGCHEBESF R 1 iE =+
THRXTAREERE , EAR KN R 200 nm. 2 HE L&
TSR ARG L, TR - B S
2 PR, R A R P A SR U5
THME M A A% - B i s A AT, 5ok
TERWTIIAL , 5B BEAE TEAR U S B AT ( Vero
COS-7 I CV-1) LbA7 R R I jok 2 240 i 3
NEE ML EPIXE ASFV 1 REEALE] L Dt 2 3
ST TR Tl Y R AR R ) i A Ak g i T I 2 i
(immortalized porcine alveolar macrophages, IPAM )
PRI (wild swine lung cells, WSL ), Ik
T ASEV BT R L sk, 2020 4F, Portugal
A TN T — BRI R JLIE A 46 B R ZMAC-4
( Zuckermann macrophage-4 ), AI{EHEZAS ASFV 205
BRIEA A

ASFV 7ER AL ( A% - B A ) i
R e 2 A P 8 1 A R B2 AU ) 7 R
P e AP O TE LA AR T T R R
BRI, sk R] 5 18 R 2 sz A (an
CD163, CD45, MHC I fl Fec 55 ) %54, @1 M A%
HE T 0N AR TR 3 A b IR A 20 40
PO PR I R B A AL T R AR R R
b, (e BEhL T i re R AT I IEAs 1 . hise
J R B LT 10— A P B4 g 5 200 P AR
TG, Rtz ose 2 g, EEmE &

FE M ARG N T, ASFV TG 7E 15 T 40 A%
PN W LT IR U R A R T T AR
FIRISER AL, Rl B — e 25 4 2 P45 1 32
FISRER . 5 BT 1) P BN TRk T e A
5 24 iR BE AT R 11 pE120R 13K 50 2 114K #1114
T VR ML, K08 B T a8 2 A0 M 1 S
AR T ASFV BR T R AL AR SN, B
K BRHAE Vero 2 i A RT3 28 HE 52 A4 1 B Lk
(- macropinocytosis ) 1 5 # 7% Wit (14 Jy =X A 21 240 i
T AN, ASFV RIS AR 45 R
AR, X 2R — R T R,
ASFV HA & 6 myytsad 2, HEoe A 400
PRI RS, MR IRAM R A R
e A A R N
2 mmEEHIF
21 F#E

Fi & (interferon, IFN) EHLAEEAIYHH
T, BHAT ZWPURE RIS MR i RE S, RES
A AN FE M R 2 . B i FLSh P g
K TFNs, HARFEELFS . S5H Foh g ad 22 5 9l 43
J 1% (IFN-0., B. €. k. . © Fflo), 11 5 (IFN-y)
AT AL (IFN-AL. A2 A1 A3) 1 TFNs i@ H0s T
W JAK-STAT {5530 % 175 5 — R 91 T3 K it
( IFN-stimulated genes, 1SGs) HI¥55%, 7=A K
MR A L ARSI R, ASFV fE
AN ML 2 TFN-y, %P T ICIE 2% ASFV
S5 2 R I S TR B RS B2 AR VE T 0 TFN-o
WHAPL ASFV WG, LM IFN-o ZbHE ASFV
JERYL 1Y Vero 4 AT LLSE fif- 5 B 1 5 10 200 L 37 fie LA
T AR 2 X5 40 ) - S Sk e . TR 8 ] TFN-o A1
IFN-y A] DA — 2 o i T ASFV i9RE T, 3%
W] TFN-a Al IEN-y HLAT By 7 90  ASFV 1 Zh g s
Fan 2 120 Fi) F J50R% 26 35 43 B 4K 15 4% U5 TFN-a A
IFN-y S, 7E AN & & AL ASFV &
YLy PAM 4HfifL)E, BRI AT ASFV &2 il #
S, AR B RIVER . 2
J6 U8 TFN-a Al IFN-y R & 25 1140 B ASFV 8L 1) 54
BF, IFNs S22 1 0 & R T 18 AR e s 4t
LRV T KRR E 1SGs, Rk, A AR
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IFN-o Fll TFN-y HAT B 29AYT IR IR b ASFV JEYLSE 1Y
VERE 2 B T B R IFNs HOA BT ASFV R 4
ZAh, N TFNs 1 B3 il ASFV 7 Vero Fl PAM
MNP TIARE 7, KW IFNs HAT ) RERIHOmREE5L
p e BT, M IGET IFN-B R IFN-L 25 IFNs X
ASFV VERIRESE, (HIX 2L TFNs X Hofth Z2 o 2 14
TR G R HAL B AT ASFV g

ISGs fF }y IFNs Ho 9 8 19 £ Z A7 0+, 18
IFNs Jl Y PAM FISE R N 3 8 25 Bl ZhOms 2
priEE A A myxovirus resistance protein A, MxA )
J& 1SGs 22—, J& TRAT GTP BB EM 5t °
Netherton 45 ' 5 32 P R 5 e ik AR MxA 2 169
Vero B HE 32, A VB MxA B 25k Ho41 ] ASFV 119
w5, H5 ASFV (87N DNA 2548 H pA104R A H.
YERSER LT a1 7. B, FERY MxA [F]
TR 2R 1 Mx ] R B0 AR LAY 25 2, B MxA H
AT ERPUREEEIE DL BT Mx EAzAh, Tk
ZiEF BB E A (interferon-inducing transmembrane
proteins, IFITMs ) WRIL %) ASFV 1kl ge “4Jo
fa 5 # 35 AU IFITML ., IFITM2 F1 IFITM3 fiY Vero
YN B B B FRAIC T ASFV A9 AL ek, o IFIT™M2 A
IFITM3 8RR G TR AS E BT, HAR AT AR
5 IFITM 83K T ASFV 12 A BHEES 1) P #5 BIL I 5
B [ B e A 0 T Ak, BRI -25- R AL G
( cholesterol-25-hydroxylase, CH25H) 3 J& T ISGs
TR AL, HAE AL TE Bl 7= 4 25- 32 35 JH 5]
( 25-hydroxycholesterol, 25-HC ) 8 E.A )7 iZ B P
BERE JJo 25-HC RS HA BT ASFV 3G PE, H Y
FA S BELE 58 H (oxysterol-binding protein, OSBP )
HAA R FMZS A8 1 T OSBP R iE el
BT B A E 1, 25-HC 5 OSBP
FIEs AR T a1 7 WIBRG, Pl 17
FFHEEE 0 BT iR 1SGs Z 4, OASL. ISGIS.
PKR. GBP1. Viperin, BST2. IFR1 #1 CXCLIO %
ISGs £ TFNs 5 5 (19 PAM HH B T 835 B, TRl
TE ASFV 55858 B YL 41 i ISG15. PKR 1 BST2 119
TR BT R B, IR XL 1SCs LAl fES
5T HLASFV (I8 1, (A IR A Rt — 4
ot

S i TFNs F ISGs ZEHT ASFV Jik e v 5|

HEAEM, AW R IE T — R 5
e AE 32 AP N 25 DL S AEBT TFNs UG B8 1 24 1Y 0K
M 1O TR AT 06 2T M T R A R TR 4 T A
FHBZBIMAAEAEN, AR E S b
259
22 wAE

PUAE R — K 2 A0 T AR K A AR
Y, —r Pt R W EAABUR . FIAEP
JE— RIS BTEE 2, [R] Bt BE R 1) 1 FH TR
T FI L2 L B 19 DNA AR RNA 245 il BHL A%
HEGR, RIEVURTER G T R, FIREPb
REAN ] ASFV (345, TEAR IR Z 350 5 F RE S o &
FEARIERYE ASFV A0H b A B 10 RIS il
ASFV 14 58 9 #0202 5 22 19 DNA OB RNA 5%
G, —SEFIE - AT AR A LA TR A Y 2OR FE BT
ASFV Hofig 0, 10 RF b SRS ASFV &2 il /Y
KRR, HFEHER (coumermycin ) A1 VE AN
DNA Jig e i () & BRI 50], L REASHE [m) 10 ] ASFV
I B4 D S R 0 3 1, AT BEL RS 2 4 i 10,
Ak, B EEZE (doxorubicin ). MY IE (amsacrine )
R 96 35 A 24 24 0y th, v AR [ VR FHF ASFV /) 11 7
NG, FEBU RS A A e 0 H
AL 280 B2 30 Aol 2R 259 BAT 5T ASFV 1Y
Tk, 6 Fh 2 W Re s B R ASFV &L Vero
AT R AR, S 25 LI BR Vero
20 0L IS TE & (cerulenin ) S &
W Sk f8%E ( Cephalosporium ceruleans ) 7= A
Y, & T RE B A EER I HH] . de Leon 45 12
I UE S W T AE ASFV 2% (1 7 100 5L AT 1 i A
FH, HATREAE S 75 5 A0 ORY B R b BELRS 1 22 1]
il G K DT ASFV B IIRE. ASFV AR 40 AR 51 i
T2 G e R [ i L A 2 F ARV A
W75 2 2R (5 (W 0SBP, ORP4) W2 5.
i HEME (itraconazole ) J&=— M8 H MHiE R, B
g B o) e D R TRL A O A I €2 3R pA50 il AH5E AR T )
fE, [ UL OSBP Bz > I e
AbFR ASFV YL Vero M5, &30 1 52 1)
OO, [RIET A peEE T AR H R B
FHAGHHh BT ASFV “REE T ATE G 2 BE S
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2.3 HHEMY

A TRAE N LA R s AL {5 B A T e s iy =
BRI AT RO SRS AT R A
AR BA KIRZATIRAR AR 254, RESE itk
M 254 B A IR DNA 5% RNA K405, AT
TR A BAL AR BRI 5, SR IR EE
S B R AR P A, BT iododeoxyuridine )
JEER— R I EL A BT ASEV IR R I,
TE 100 pg/mL /Y TAEW BT B #06] T ASFV 7E
Vero 4 i A4 58, I HLZE 2L BT AL B ASFV
YL Vero W] LIIA RGBS AY H iy, [HiZik
YR —E M P 9- [(S) -3- B3 2-
(TR 4088 ) Pk | IRIEERS (9- [(S) - (3-hydroxy-
2-phosphonylmethoxypropyl ) | adenine, (S) -HPMPA )
Je— T IERTUR LY, RESHITZ Rl DNA K
o MABLR D TAZEAUSL (S) -HPMPA S
AiA= Wi THE0 5 DNA 6 BUEH4T ASFV 193]
fig, JH (S) -HPMPA fURCRIR 3 1 ASFV 1E
mRNA & i s S0 57 s A iR e, it
T RS- IR s 2 e S K i il 2 e Bk
B AT MR RIS AL LA A S- R 2 b
FTRK RS PEAOVE T, DRI ook 26 Ji T R 2 Al 4y B
AT BHAS ASFV mRNA FR I 5 Rz 1) 0 1 g 2 1 A
AYE A KIPEFERS A (rigid amphipathic
fusion inhibitors, RAFIs) & H A7 KI5 IR R g WE (1) /)N
S EY, TR T IREERESRAUY) . TR IR
G M I A F R B R 5 SN, RAFLs #3IE 52 RE A% 5 1]
YRR 95 B A B T (8 8 4 1) HG-5 1 3 200 B e vy
B, MR AL IR 4 AR e >, ASFV 35545 4
I 45 44y Hakobyan & (27] iIF 32 aUY 11 Fl em1UY11
P Fft RAFIs 7 ASFV N K B B & 44 T 22 1) 00 7
T, T TG JEAE Vero iR JETE PAM 21 it Hp 4R Xt
ASFV Jr B H A B A IR . R4 EIR R
ALY TN e JZ TR RGP BT ASFV i, (B
X BRI AR RS BT RE, b EY
At . SN AR L2 T A TR .
24 HBHRRKEY

WM RR WM EEZ, BAFEHEYE

P, Horh 28000 AR B e, #™
Z T 250 R FEGA0IT o BRI A
WA B — RIERIR Y, T2 A1 T b
. KR Y. Rl RERDLRLOI AR
SR TAEY P ) B A2 AR ) BA T 12 BP0 B
7G4k, Hakobyan %5 '/ I\ 5 Rk fL &4 (TR
ILRE . SERER . BHEEEA L R ) ik
FT R (apigenin ) HAEGRAHUAE ISR 50
RE 1. B EE T ] ASFV SR B 1 A R A
Lo “REE LT MR, TR R I X B
AR EE Ty, HLRRES B ASFV S8k i) 4 M A
ARTEIR P DRI B R AT A AR 125
THRMEE. R, FratRApEERARE, 2L
W RIE X AEAE TAEY 20 T B3R HBRTE -20°C
DL BURREE b g A, i H AR P v (k. A3
oK) L ABERE AT T KOH ¥ i —
FEE AR (DMSO ) DA S Astiss T #iis o, Rt e
S P EAT BRI XERE . Hakobyan %8 27—
Ao OB BEAL AR AL 19 ) B R AT AR ) P i i ) e AR
# 2 (genkwanin ) HAT W ZE WP ASFV TG, 56
HRE TIr R WP I AY, S T
W WEFEIESE, SEAEE R AEETE ASFV i 75 L 2
I Y R R R oA A B B i 4 BELBSVE T, ] Bt R D 1
T EE i EAM R R T R R MSE I
RZH, ASFV AR GRS Y SR R ER
WARBURK, Arabyan %5 5@ i AR IOESE, 4
FER (genistein ) 1l AR ASFV BRI 8945
A BE A A i A S TR IR A ZMIAY S 101, ASFV
REAS i i 11 B3R F S Ab i, 22 5 DNA 1Y
SEHIFIRE R 5 . AR B RO RIS 5 ASFV 11
BRI FNSERIRG b 4 4 ATP S54GBSt
Ve, BIEREITNFABEEIER R shEE . il
fili] ( myricetin ) FIAZAEF (myricitrin ) #% & B0 HA
PUR AT E. Jo 25 UV F 26 AL IR AE 4L A% )
ASFV H FIBGLE 65 Fh i [ 2 Ak 5 Wy i SO b ghA 74
il 700 R 0 6 i R, A M R A AT X ASEV 2 1 il
FPLH BRI, WER 5 X ASFV W A BT
AR . BRI (Ancistrocladus uncinatus ) JEFgAEHL
DR WL — R k), IRIEH TR, ATREAR
BRI FIFET B0 . Fasina 25 ' WY 32
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Bz 35 Ak &4, UESLX Se R Y A ey
A4 ASFV I PE . AR s R LT3z 1 24 2 A
B TIRITREE OB . 2R T DA K
RIETEGWG . [FBHZ A W EAERE A RE. Bt
SEALFNHORT M INBE, Galindo 25 ) JAZH M A %)
Lo T P R A B P REXT ASFV BT e
gh LR R AR ASFV BT IRIRE Jy, Al
L2 L 98%—100% FH R B . (122 R A AL
s ELE PR DNA ZH] L il 8 1A
AR “BRRELTT MITE R IR ASFV IR 2,
BEAR, POEPE e s R ER B R 22 0 A e R K
T ( Euphorbia segetalis ) 43 15 1 =1 2L &5 ¥
LI X ASFV BFIRARB AN RS 0 R
FIRKE RIRAL S ER R ASFV B AREFMHIRCR
H = 15 AR S 1 B R B, TO Tk PR E L 2 e
HAMEM A YA SR, PRI 2 EH, HAr e
Je G A B ARl . PRI, AN S in s X A 47
AR TE ARG AL, IR TE B AR T 2
AT IR Y

2.5 RNAF#A=CRISPR/Cas9

RNA T3 ( RNA interference, RNAi) AR ZEH
X RNA 55, 51 EMIE R S 5 R M DU A —
FRRTAILE], B2 R S0 B A R TR A A
e NEE IR FARAT X RNAT B AR A T 92549,
AR 0 AT 5. Keita 28 50 £E%F ASFV 19 6
SEILI AISIR F1 B646 L 435111 T £ %% siRNA, 18
o IR B AREE Y ASFV IR A i 5, A B — 1)
siRNA {2 ZREAL T A0 M e w2 B, T I~ 2k [
)22 5% siRNA IR A E R, X ASFV B3 il 76 FH I
RER . 5P, Frouco 25 7 FEHRIY ASFV HEH
pAIO4R WIIHRERT, BITHY siRNA #5YL 4l il 5 REAE K%
1K 82% FRBER L, [FII L EZ IR T S M 2R (1 3
ik, HILHE WL pA104R & I TE ASFV Y14 58 Hh i |
HEAER.

CRISPR/Cas % 4t /& 4 P HE BT M ] A gk e 1 —
FIBHAAILE], 28k A A el © 1z SRR Y
MR . A FIUTERSEH AR . IE4EK, CRISPR/Cas %
G AE BT 09 BB T H 432 K 1 . Hitbner 25 %
P # T & X ASFV B 25 11 p30 JE R (CP204L) 1)

CRISPR/Cas9 R %, IR T p30 769 5 B Y i ft vp
2k, JLT o8 il T s ARy i i p 34 7
[] Bsh 32 0F 5%t 78 43 1 BH p30 BE[RIAE ASFV 345 1+
rRE B S VE . CRISPR/Cas R4 1T F T4
SRR Z A, BE5EE 2 HZEOR X ASFV 2[R 2
PEAT G, 3 3 0 ) R B A AR T BRI R AN S
D] (4 ) i 5 75 TV J ASFV 28748 85 1k T 1 F &
W52,

2.6 HAFgEHEASY

41 I H £ & Bt 1k 1 (histone deacetylases,
HDACs ) &1 81 Yy (A 285 40 A 45 3 D 36 1
—REEECIN, ZFREg R IRER S HDACs #
ARG BN IR ME B, LT RN
FN R & HDAC IR, =35 1 B 30l ASFV
(3 sE, HAP ORI T RRAN AT 5E 2 BEIR Vero 21 H
WA, NIRRT A 74% R RERE L d
LRGN B B P 0 F A AN R LR R L R
KA, FIAZIE T BRANBELAT 1 w5 e 25 (1 i 0k
AR T i aE Xt 16 £ AR vE A 0 R,
FETRRENS ASFV (14 11 Y46 F N S5k i il )
Rogrr R HAWRIVER, & LRV A R 3 5
T W —fifi B X ASEV BRI RE F7, X LR 1
(1 LR (15 ASFV 140 57 R4 Tl 55 253 1) 398 4
HAMEATEER ", Ziem 2 1 LA B R0
BT RE H MG IRER D RebE A A8 s k2 Ko
T, % THes4s & ASFV B FLRE M 4 i, K H%E
AR TR o AL, FRRHAS ISR b A g
TR A R BT A Wt B AT BT ASFV BUBE ST, IR R AE
2N B SR DA S AE S T LIS () B R R R, R
REfH ASFV 26y 41,

MU 2 25 & B T B —,
BB TSR KT RE A C R Z IR AR K gy
FEEA IR b, Ay SR AT &
SERITH /NS TRCM, DT 07 16 ELAT 1 Sk B 40 3 5
s F 25y, FRilEg ) Ll ASFV DNA B4R X
AsfvPolX ) DNA 256 X RS, 20l AE KR 259 %
FNEEPEAL A WP Fp A 740 X0 1k, 2B 75 i
FER BN ASFV ORI RIR W, Hor 15 Rl
TEPE, ML, Kinyanyi 28 ) 2L ASFV DNA [
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AT BHEDCHIE S, YRR . KIRE 2 13 UK
SRR R RS 4 P LS W T T,
25 3 BR NI AN =% B L S SR IRk 2L A T 7
AT ASFV Tifg. b 38 o i $L0 2 14 25 9 sl )
7 AR AR N L ANSEIR IR, X 25 A Ak
U NSRS N 2N e e SR P X = W IR
ASFV 9P TG B 1 TAE
3 RESRE

ASF [ 57 47 J2 tHE 35 08 Ml 2 75 A e 7y T X
R, CHTHT, DA SRR B . I K AR YL
AT ] S5 4 T it A B 45 ASF G, A [
AN T B &% ASFV S8 1 OB e HEA TR T
WEZTAE, WS T—E MR, (5 H A
LA e RN S R ORI T . BR TR
HiEA&, PU ASF 2590 50 9 - &t 2 i X ASF 2215
) —AE S, BT 259 B AR W R A AL
i, EFXTHT ASFV 25850 (i & S SR TR AE P
12 (1) 259605 A0 T AFSV 4aid i 85 1152
e HE A 5 (2) SRR T 2 52 i B R RS 1Y 1
F B 1 DA (14 & FE BT ASFV IIFER . A Sk
WA T Z R0 254 B Ak A Wil R 2l i R PRy
SRAEPT ASFV 6, (R 2625 ) S 3 i 79 5k = 7E
TR EIECR IR, Sk A AZR250 T K B 2
FHRY], —L SR A R AR 2E1E ]
T 2 S A RERE TG B R TR N B R S BRI 2
AR T AL 2 B R R AR R AR, a
FLsh P SR A o IR, R AR ) e TF &
PU ASFV 259 RAF R A2, AR, 2504y
S, W HRERA-YRELE, RAKAN
2GS, R ENUR R e, 4555 1 X %
A DA e 55 MBS DR A 1 TR R 7= ) B T v 1 )
Wikt a Y, dE—m a0 5 E il £ = 25 I
HIPERR . (ISR R, ASF VE g i S L 4L
B E A AR R ERAL ST 4 [ 8 DAY i 4 =
SEE NFRRRE . B IR ik
Filr (g ) ISR TE 5y, HAY e BAE
HAF ORI Y SE R % Y BRI ) A
KHE

JRAE ASFV B R E A A s, H3K

MIXHZHR REAUERAR A, JE R B 2 5% (14 2 4L
PR, HIREE AN AE ; fiag it g T 1 e Ll |
i NS A AL A R o B EOR AIL AR T
fifp o IR 249 2 R RE e W R RIZS DT A ) S BE  TAT I
Rt ASFV S LRI EAE A0S, A 8T
FEE TR AR 25 P R BIE ]

& % 3k
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