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Abstract; African swine fever is a highly pathogenic, hemorrhagic swine disease caused by the African swine fever virus. Acute infections
can lead to a mortality rate of up to 100%. ASFV is a double—stranded DNA virus that encodes over 150 proteins, of which more than 50 are
structural proteins and over 100 are non—structural proteins. This article reviews recent studies on the structure and function of ASFV pro-
teins, discussing the key roles of the structural and non-structural proteins in processes such as viral infection, assembly, DNA replication,
host cell metabolic regulation, and immune evasion. The roles of the ASFV proteins in the viral life cycle and the interactions between various

proteins are analyzed, which is hoped to serve as references for future prevention and treatment of African swine fever.
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pp220 73 F- it Ay 281. 5 kDa, 7E pS273R fEF T
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WRJEER X ASF 167 RO AE 255
2.2 BEER

ASFV 5 Bl a7 0F A S0 M, 38 oo 4 S A P 7 4
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NG ASFV FESE R N I IR YL FI 8 ), X R p22
EHAREAZ S ASFV B0 ID6E,
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S R R E AR

p49 i B438L JE[H 4w, J& T ASFV gL ik
K, 7 T2 49.6 kDa, J& A 5% 05 T2 1T
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EARENT, A0 ASFV R A& - m R X FR
SER, TR SR Y EDIRGE )  TEM FE IR ], p49
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pl4. 5 SB7E ASFV B 5 IR A KR TEH, H
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J& N—2R i i) PR 2 R ok S A 22 5k 2 1 A gl i b 7
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ERAEBARLL, 0] pl4. 5 TR LT, 40MLAN 0
o BETA B TP ANAR |1 40 R A 4 5 2 705 3 B 25 T B
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JEYLEARJE LT, BEAL, pld. S BB 5 THEEN S
PR35 B U MU R0 T 328 3 20 B S IS e e
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pA104R £ p10 & ASFV %2 fill i 72 v 5 2 ) DNA
ZEGE ., pAl04R 1 A104R FEH GRS, T RY
11.6 kDa'™' | ‘& By S Z5 8 5 415 19 HU/THF [5) U5
%EIE?%—?*HM, BHA o EBiHEX (o= helical region,
AHR) #1 B 5% DNA 254X (B -strand DNA binding
region, BDR) 2 DE5H5RAY [FIR 5K, —RIAKD
JEEAK R a5 2 A a—120E (ol M o2) JofF,
MSA B-¥r& (B1-5) JofF4dmk, BL. B2 Al pS 4k
W4T H) B Pr&, HAY M BDR BYIKHES, 1M B3
H1 B4 HEF AL BDR (R i 1F H i 1Y) 22 BRI 25 5 40 A1
FE BDR, 1E s G far (19 DNA 15 42 0 W 76 45 A 10
S Frouco ZE 0K A104R RN B R, KITAR
SREE L | T I R A B DL BRI I S B S R e SR 3
TR,

pl0 J&:H K78R M Zifi% ) DNA 255 E A, o F
#298.4 kDa, J&T ASFV EY:Mp il 32k 008 (117,
pl0 M C A E i Mk, N oK &4 %
FRARHL, X APEE X T 5 0UEE DNA AYAH EAEH 2%
HE, BEAh, 1E ASFV RGN, pl0o & H AR
P r g iz b LR RWIAE ASFV & 5 I,
pl0 TEANAAZ AT RE R FE R ZAE A,

3 ASFVHRIIEEHES

3.1 &5%%% DNA SFINELEHMER

ASFV B — & 515 3 J0 & 10 & il Fn &% SELH
R R PR AR AR T R A, 3 DR A A A2 A A s
WA T ASFV 3 20 2 i 1 F 2 M6 R T ASFV
ALY 20 B R 40, e AN GO Ik R F] S
W1, SRIGHE G2 WIBHM X sean iy, LWL A B E T
Tk fERRULS 206 h, ASFV [ DNA JFUA7ER
T oG, BT EEE ASFV AR 40 i 5 7 B
TR FRILD

pP1192R J&H P1192R A 4t iy 1T #4 DNA 1
FNAGRG, o2 135.5 kDa' o YL P S B,
pP1192R 7E3% B MEANAE A AR B rh 63k, IRk 210
BIT), 25 ASFV & i, pP1192R REHEAT AL HE
i B s HAR DNA  (kinetoplast DNA) | Jf#A5h DNA f)
FRIZGESSF , ffD DNA P pg2sy | Jaah ARt Fy )

G pA104R 5 DNA 45 & 7= 4 Fhak 71, 4 +F
DNA FUIEH RG5> 7Y | Freitas %7 fdi F ¥ (5]
P1192R (1) siRNA #I iz A £ E, FRER,
S LR 78 BN | G 2 S R R S A R ]
FEAK

pCI62R J& H1 C962R 3t [H 4 5 1) DNA 5| 4 g,
S FEZY 1113 kDa'™  Duan %7 A% 8 11 250
TIEHREE DS AL TR — B8R B (nucleoside
triphosphatase, NTPase), 7F DNA & il 09 )5 shvh & 4%
HEAEHIF A DNA E il =, pF1055L & H Y
S5 RBEHRAE UL-9 EAMM, 4 TFEY
123.9 kDa, UL-9 ZHHAEM S5 DNA & il (1 1f o5 45
G, R EEH RS, pF1055L ATRERIE T
FAMFER . 1eAh, 2r5lk G1211R, E301R &K 4
5 DNA R4 B (pGI21IR), PCNA K EH
(pE301R) %57 DNA & HlRIRh"

TE ASFV Bt i o BE I A 1 bR s B i
AR =M BEF (pE165R) . M H MR i B
(pK196R) | Mt mERE il (pA240L) H12 DAL IR
WEEFV R (pF134L, pF778R), & 5 MRACHT,
96 B DNA A2 i 32 4L BT 75 A9 dNTP il fiE 1
pE165R 172 E165R 3 [A Z ith 19 — i 2% 1 2 /K i
fity, J&T ASFV Y RHIFGAME T, (i T1a B4
BN AR %2 A AT LASS D R W E S 9 B DNA 1)
RS S, TR dUTP ¥REE T 4EHF ASFV JE K 240 5
FIREPES ) B E AN pE165R XF T ASFV 7EM% E Ik
2 Fp B B R B SESEVE A, (H Vuono 455 & IR
Bk E165R 1) ASFV & HilF 5 kA% L&A
X,

ASFV it 41H DNA B R4, BEWafirh &FH
FEMAMEE (A AR, XA RS
ASFV [1y5E R 40 38 B4 5, E9% DNA fEMr 2 fif
FAelE  J T v RIX 26 DNA #1455, ASFV 34k o
HYIFRIBERE  (base excision repair, BER) R4, %A
Gi R E B RELL R, G0 ASFV Zi b () ATP 44 i A
DNA J% # B ( pNP419L), X %! DNA X & B
(pO174L) F1 11 25 Jii W2 04/ Jd wi BE 4% g N V) g
(pE296R) [50,55-56] N
3.2 B35EF#F. RNA B EEHES

HATIA N, ASFV RIS IIA&RAT, KAH
19%2: 5 K 55 F1 RNA B4 ASFV b3 R 4 57
VR B OGBS B T G B 11 — 2R 40 g R A ik TR
¥, UBRSFREAEH,

pNP868R J&:H1 NP868R & [H 4 fih 1) % 1 R % B
fit, 4y THE2129.9 kDa'™' | 14 N-K 0 =B g
fiti (TPase) &5A43L. 1 A b 4 (0 19 1 B 5 7% i
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(GTase) &ML 1 4 C - K v 19 B L 56 B il
(MTase) S5 RE , i, MTase 45 #4350 J Bt
TRV SRR R S PR MOBME MTase T 28505 1A%
D& (B 3), XMW 74 p-rs
(B4, B3, a2, B5. B6, BI2 F1 BI1) F16 > a—12
i€ (al, a2, o3, o4, oS fl a7), M7b, MTase %45
FEA 1A N=ARSm e B-#r& (B1). 1491
BIETRIRFEA R Bl-al 3R, DISAE B6 Al a7 Z [H]
) 1 IRRGE B, Z GRS 1 A 4 RO AT
K B-#& (B7. BS. B9 Ml B10), H# 4 MHIIMG
a—18HE (a6, o8, a9 Fl «l0) FLHl, N-7K i 4k fif
WL SRR E R AR L (R592 M R597) , nlfEJRYI4E &
BRI AL, TR LA RN 2 5 Hh ke 31 S AR
Fi. L5k, pNP868R iA7E mRNA K 5" ¥ e i 2 v
PHEEE MO, FE, A mRNA 1Y 5/ - =B
RNA 5'- =W R B /K i W52, SRJ5 RNA 7R
HRSERY GMP INTE —BER RNA L, JE L GpppRNA
W45, fefa, RNA SEES-N7 HIEFE R R Gpp-
pRNA IF 45 ) # 4k 7 - B 3 5 12 1% RNA i
(m7GpppRNA) %7,

g5SR E 2 i D250R 5 K 4 it 119 — Wl R A% 7 iR
IKIREE, 7 T2 29.9 kDa, 7E ASFV &4 B 5%
ik, 5 mRNA MEE5HALEN, ZE 1 Z ASFV ME—1Y
mRNA ilE#, 25 mRNA W858 098748 . /K i LA
S mRNA B ff 09 o 8, JF 835 ASFV 3 H 9 5%
SEY SR R A S 1 AR E RO R R Ak,
IR IR IR R 1 AR N =R i WER T 45 ) 4k
1A C—R Y Nudix 254 5A AL, BREA5H 8 6
A a-125E (ol 3] «b) 41, TEAZEMLINLT 2 Y
g5y, i 2 AECEEE ) Nudix 258938, Nudix 45
sl 1P e g4 & (B1, B2, B3, B4)
FEE 5 D a-1280E (a7 3 all) 4, FEms
) a-B-a =HIVALEH, IZHELEHEE SR BEHYS
RNA FHEAE A F A, HAT IR py X e] e A B T
¢SR 5 RNA 9454, Nudix 5#3% 5 RNA M E
fEH, JFH ¢5Rp HHIM C-RufE5 RNA 4552
BRrh R R EEYE . 75 508 EALY RNA 456
J&, ¢SR & A YIE K T Nudix 271 RNA L/
mRNA 5/ %0

FIHATRH L, CLZIA ASFV H S 44151 RNA
RAME L 3 A% pNP1450L (RP1), pEP1242L
(RP2), pH359L (RP3), pD205R (RP5), pCl47L
(RP6), pD339L (RP7) #1 pCP8OR (RP10), x4t
MR ASFV JEREE A% A I 7, 518 E40
JiL RNA A 7 AN IR PR fEfE st b &
VER BAE AL 45 pB263R 5 1. #% 5 T TFIS

(pI243L) FIZEH;: 55N TFIB (pC315R), pB263R
HA TATA 455 E FFRHE, 5 DNA L% E )75
ghidr, M TESE R A9 ) 3h X 3808 7 RNA B A B
S A F5 S pl243L BB M AS [l 437 05 )i 2 % ¢
M= AR A AT ) mRNA, o rp R4 mRNA
AR B, WE 8 mRNA K485, pC315R 5
RNA REMUFEIER, Wl a2 6, M
JEEh ASFV JEH e st f T

ASFV & 4t 1 6 i i€ i, 43 %A pA8S9IL,
pF105L. pB92L. pD1133L (glOL) . pQ706L (j10L)
A pQPS09L (j11L)'%) Ho v pDI1133L, pQ706L
1 pQP509L = 5 ASFV 19 5L [ §% 5%, pD1133L Al
pQ706L 595 1 5 7 i DI1L 75 (A B A i BE [ R bk,
ASFV JE[H D1133L 1 B962L {v T ASFV 3 PH 26 (% vh
S, FEREREE DNA EHlnshia, X 2 AFEH AL
FE Vero #2351  BLAL, ASFV 4 Y £ 5 iy
HRAM (pC475L) FIH BN (pEP424R)
Z:57 mRNA BN Tag /s
3.3 s5npkeMIEEHER

WRIEAF LIRS, "S5 0k i L4 &
FIR53 AT USRS, 55— 2 E4EE A
FEIK F G R0 R A SR M BE 1, 40 pDP7IL
pA238L; 55 AR REMSINE] 1 B TR R A5 S K
EH, Bl MGF360, MGF505/530 #i1 13291 % £ 3t
P2 Tk s P ey Sy Rl ) OE R R P T A L)
I, fUHh pA179L, pA224L 1 pEP153R %, 514
SIEHA A G RE I E A, W L83L |,

ASFV 1] LR 40 i b i B O s T
(eukaryotic initiation factor, elF), f1f% elF2, elF4F
elF4G il elFAE, K58 MR AR AL, elF2a
ST A B B SRR AL R, elF20 [UBETR
RN T R Sl R - S W2 W N S ]
pDP71L ] LAERER FIBSFREG 1 256, BEAK elF2a (1%
BRI /KT, DT 3 4 1 = 40 b ) 2R B A 7
LU /L ASFV 2R H Bt 19 & AT oK, AR T 32 240 M XF
ASFV BIFEHT 117 B4, pDPT1L 34 38 a4 il 4 1
WA 5 e Tl S AR I A AR . K dE
TR FEN TN, G PERK-elF2a-ATF4 -
CHOP 55, ASAMMIAT:, 1 pDP7IL I T
ATF4 FIHL R 5 CHOP A3k, BEAS 40 i I 1= /Y
AR, S ASFV B G A A A E %0 pA238L ]
DL 15 EA0MAY NF-«B 5 55 R 7 a6 v BHATAS
VRIEE R IR B O 115 5 A% s A, AT 78 3 A
FEANMLA TG, B 5 i S g s g

MGF360 Fil MGF505/530 2 Ji () — L5 26 14 7] LA
HilfE FEAUMLEY TR TR SN, AT Bl 7 206 k1
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FH R PFHLE . MGF360 K ik 121 8 14 7] 41
T4 K B (Interferon—B, IFN-B) . B H T «B
(nuclear factor kappa—B, NF-kB) A mRNA #%5% &
JA BTG s MGF360 ZIEM pA276R 38 i 1 i+
MR AT 3 (interferon regulatory factor 3, IRF3)
(Tl T2 Ak F 410 1) SR UL B 2 R TN - B 7 2T
MGF505 ZX 5 851 pAS28R ) 2 10 il 2R JIL AL %2 o 9%
JE 5 IRF3 Fl NF-kB B9V RRAM ] IFN 23k, A
il TEN 55 1) s S RV — 15 5 e 3 7 B S TG 1
(Janus kinase—signaltransducer and activator of transcrip-
tion, JAK-STAT) i %>, 13291 2K {4 & —Fh i
WSy | BUBSIEAR Y, 7E ASFV 3% BRI 20 i 1Y)
AN T A, SRR R T IR N =R i ) 4
FRINEE RSN | 5 LSS AR ORI C— 2R it 14 40 B A 45 R 3
TRIF #2& Toll #£5Z{& (Toll-like receptor, TLR) f5%
O R 1T, 13291 RESEAM I TRIF 1935 1,
BELIBT TRIF /-5 IRF3 Fl NF-«B 98006 LK e 2
JLEEL 7 % s DN TLR3 A 3 19 [ fe e it 7%
TR EST

4 B

Iy 2A

ASFV J&— P BUR PRI RE, X8 77 58 Ml it i
K, FLEE R EE PR EE S5 R B LS 0 A R
MR ST OCHEAE T 45 R AR R 7 URL Y 2 B
gy, AMURIRTFERHE T 45035, 00 B e il sk e
FHEA TS FA A2, RSG5 8 e A T
e 5 T DNA 6. JEHE . RNA
1B DA S A b3 S i

HHT, ASFV 4ty 2 80E H 1) T e FE FH LS
AR SEATE A, WFSE ASFV B A BZE M FIShEE, A
F TR BB, I R S AL ASF 2454 K v
B ERAEECARIE  ARRAYAFSE Iy 10 T ASE TR 7E LU T T
AT,

4.1 FANHIR ASFV EBSBFHRZEAMNEE
£

ASFV 25 51 32 40 22 18] (8 A B AR s s 2 Uk
Yo GG CHE, AU B B AR FIRE
W, IR R B AT R e E AR A SR RN
FIAIMIBET - TRA T M e A0 B AR HPR R I A8 A
JTRMS PR T R, BN, B pE199L = 5%
B 1E BB 25 G MR G, R A R CHE,
AW I X TR (510 BN Z AR, A rpLs], A8
RFE R A AR B 25 Ty, LAt 2R
pDP71L F1 pS273R 7 i 45 1 3= 41 g A3 11 75 52 1hl
G5 R SCHE R, AR e 1RSI 259 F
RPEHLE R

4.2 FERET ASFV EBHIHIHEIFISZ &

X ASFV 2 S5 M RE A TR A9 2T &
TR RN RE B ) HE A, 40 pNP868R £ 1 1Y) MTase
LRI RO TR S E T, X R R ) A
AEHLT B BIFFE T A JT & L a] ASEV A S i A 4 il 711
PRy ) LA 555 7 B 0 AH SC M B 140 pCI62R |
pDP71L u] = Sy 5 v WF & B8 T A2 38 55 CD2v, p72,
p54 FEEME I HA RIFHPURE M, FAL p54 Fl p72
HAGRIERES T b= A 75N T
PERTAR o
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