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Abstract: Porcine Reproductive and Respiratory Syndrome (PRRS) is primarily caused by Porcine Reproductive and
Respiratory Syndrome Virus (PRRSV). The disease is characterised by abortions, stillbirths, weak litters and mummified
foetuses in sows, and respiratory disorders and septicaemia in piglets. PRRSV exhibits a rapid transmission speed and high
infectivity, making PRRS a common contagious disease in large-scale pig farms. The prevalence of PRRSV causes severe
economic losses in the pig industry. Scientific prevention and control of PRRS requires profound knowledge of pathogen
biology, especially the pathogenic infection mechanism. Therefore, this paper reviews the research progress regarding
PRRSV genomic structure, the functions of virus-encoded proteins, and especially the mechanism of viral protein action
during infection, aiming to provide a reference for PRRSV research and for the development of corresponding prevention
and control strategies.
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KO BT 4% PRRS 12 ER} 2245 5

PRRSV £ ALK N 15 kb 47, 15 R 41
AL AN T 10 S IF B 32 HE (Open reading
frame, ORF) , £ U 53 2 — {¥) L [K 241 4% 5 1~ ORF
(ORFla A1 ORF1b) It i 4f& , 3X P 4~ ORF i i) P
AL BE [ ppla Ml pplab, X £ % B & (24
i B AR N 16 A 3E 45 K & 1 (Non-
structural protein, Nsp) , ppla %4 fi# ¥ Nsplo.
NsplpB. Nsp2N. Nsp2TF. Nsp2. Nsp3. Nsp4.
Nsp5-Nsp6-Nsp7a.Nsp7B F1 Nsp8, pplab Zfi# N
Nsp9.Nspl10.Nspl1 1 Nsp12. ORF 2a-7 Il £ 57
9 b Ak 8 M & Ry B2 1, A9 )L 25 1 (Envelope,
E) , #% & A 2a (Glycoprotein 2a, GP2a) , PL [
GP3.GP4 WAl B . 3847 th Tl 3 HE ORF5a
g B4 1) ORF5a 2 F LL K WE 22 1 GPS, L Ah , AT
¥ 4K 5% 22 H (Nucleocapsid, N) 5 3 Jif &8 H
(Matrix, M)
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(RRIEFE 2 e , e B2 503 B AR i A ST A0 Dy e e
7 JE TH A “PRRSV A i & 117 34840 A 21
1.1 Nspl

Nspl J2 /& 44 PRRSV LA J5 1 3 4 i i Je 3R
KRS M B, BRI B B A 2 ot 2 PR
W E, BEWS AE Nsp1/Nsp2 22 ] 1) 1 M1t B i &
& . Nspl XA DAfE A o FIBHANEH. TEW
B A R L 3R AT 2 1) LA S I 2 R 4 mRNA 3 51X
P A FE , Nspl 92 5Hd, KIELEAT]
SR VE ™ . NsplB H ) SAP 45 # 3ouf T3t
15 £ mRNA 7 8 72 % N B Sl T8 H0 &=
(IFN-D A= gl 22 Kk 2D

Pang 25 A\ AJF 72 % B PRRSV & YL i T B4R

PO A7 HIF-1a (215, Nsp 1 B il i H N A i 1%
i i 3 PR RN C R iy 2592 F AL GV P (2 i3 HIF-1a
o S AN B4 R HIF-1a - 10 202 R 88, T A e
HIF-1a, X i A AE 38 55 7 PRRSV & i,
Zhai % N W50 B oR 2 & FF 5 R KB USPL 5
Nspl1B HHEAEH , USP1 i it 2 Bk Nsp1p & 1 K48
(1) 212 24k 51 B 5 Fa o Nsp1B 2 11 1) 3R 0B KA
E PRRSV &G, 1y FE e 1 3= 2 (3 0 n] DAIE S
55 Nspl ) AH B.AE FH SR 40| PRRSV [ il . Yi
2 NAKEFH T B A28 i i« S e S PTE WGST R
$iz 5256 (GST-pull down) A1 6 58 A= 5206 1 5
15 K (B BV JE 4(PSMB4) 1] LL 5 Nspla 4
FePESE A, W5 & B PSMB4 i i 15 5 Nsplo [
RN T RT3 ik, FHLIE PRRSV (R H1 . #%
HTRIE 7 $ 7R Nsp o BT 38 i 25 1 ¢ 44 i 1) 7 =X
BE ff = Bk R 7 R (1 25 (TRIM2S) , & 3 101 ]
TRIM25 45 [ IFN-B 7= 4, AT A 25 5 il 4]
A RIS AER

1.2 Nsp2

£ PRRSV 1) 5 K 25 Fr 4 B4 () 5 [ 71, Nsp2
NESREERENEA. ZEAHADSARK
S IR AH R, B HE N i 1Y) F FOE 2 R B i A5
S5 Hp o e AR g R 3 B A Ak DA R R S X
OV, Nsp2TF £ Nsp2N F2& Nsp2 #% 9 14 59 1% i
B i r= A i AR A o I A 70 R B4 K Nsp2 5
HP-PRRSV-2 ) N & F A HAE A, #& 7~ T HP-
PRRSV-2 4= K Nsp2 7FJ5 2 2H % o 18 78 FE
Nsp2 i 2 5 Z R0t firE £ it fE. LigA
WF 703 B RE B 42 5 SH3 45 My Ik i 45 & 5
1 (SH3KBPD) &5 &, H il i @ Wi i 12 175 5 H B
i, T3 TR HR VA T 32 5 R e RS, A B T
SN R, Nsp2 38 AT 38 in #pR oe 2 (1 % 2 8
(HSPA8) A TANK &5 45 il 1 (TBK1) 2 [H] (1) AH
AR, TBK 5 A7 27 By 7k B A, BEAS T
PRI T 3ARF3) B R JE0E A IFEN-1 (1) 7=
AL TE B S R kY
1.3 Nsp3

Nsp3 & VU R #5585 H . Zhang 558 AW 70K
I Nsp3 I Nsp5 = 5 g W #27. th 4k, Zhang
N T R I, Hh ik 25 EXT1 AR A N b il i
FE , 599 5% 19 Nsp3 LA X Nsp5 = AE M BAEFT S (R
{ Nsp3 A1 Nsp5 5 K48 iEH#: 1) £ 72 Z A3t i , i3k
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Nsp4 J& T~ 3C F 22 2% £ 11 1§ (3C-like serine
proteinase , 3CLSP) . 1% & [ i 7 95 B & 1 0 T
IEFE T DGR A 0, R T R A RS
HEMTIE S0 T TR, RSN R AR A RS
g se PR B EEIEH . Duan 2 N7 R L
H R4 A 5 (1 1(GBPD 1] L5 PRRSV Nsp4 #f]
HAER , Nsp4 i i H 3CLSP i P 7F E338 fi7 A%
fit GBP1 [ 409 B & 14 , AT 54T GBP1 [ B
BRETEN. Jiao 55 AW 9T SR Nsp4 R 7E E378 fif
ADIEH 55 B ¥ B IKKB) , #1l] NF-xB 15
S BENT . Ak, Nspd 7] 15 8 (B ERE 2
(PP2AD FH ELAE R, b 9/ JE 3] i 7K SF , 00 1) TFN-B
P40 ST 9T S Nispd ik 0 B 2 16 5
PRRSV-2 & i , # 1] Nsp4 [ i & & RNA
(shRNA) A] DL 111l Marc-145 41l g 7 ) PRRSV-2
ST, 22 B shRNA 7] BAAE Jy PRRSV-2 Z ¥ 58
{51k 5> 7. FE 15 S 40 MR E T2 )5 T, PRRSV [
Nsp4 # 1IF B 2 4i fa 98 1 75 5 77, 3l o 0
caspase-8- caspase-9 fll caspase-12 K1 75 Bel-2 X
T R 53 AR R T RN T Th g, AT S 4 i
T, HEGRT H 22 SR B A B s 10
1.5 Nsp5

7E PRRSV [ il i F2 7, Nsp5 2 5 7 XU
FEU (DM V) (A IS 2, FF HAE W 55 5 ) 4 5%
HEMRTO PITE AT R 2] 7 2 5CE B 1)
PERIPY . ¥ — Tai 5T 1, Wang 56 N SE56 3% B
PRRSV Nsp5 i it # 1] p62 & [ , 3% 5 Keapl 5
Nrf2 ()45 &, A2 ik Nrf2 (172 Z A0 R A , 38 i 40 1)
Nrf2 /5 I PUEAL S B2 o TRl R AR s 7
[l , Nsp5 i1 72 25 - 8 1 B AR A2 B A STAT3 , 15
Pt JAK/STAT3 15 518 #% , T H 18 £ R IR g% Al
FRAG M Gy BE REIE I R R RIG-TFE 52 44
(RLROE 5 1@ #% 1) 2 F B2 3 (41 RIG-1.MDAS .
MAVS. TBK1.IRF3 £ IRF7) , #1 i IFN-I Al IFN
P R (ISG) [ 23k, MUTTT 75 970 2 R S IR
24, Nsp5 fE PRRSV 5 S AW b R 3% T
FHERER . ZhouZE AW 7L & B, PRRSV Nsp5
b FRIE I, 2350 R i kA B8 STX 17 A 5% fi 4

AHCHE 1 SNAP29 2 1] 1A FLAE F 7= A= 4], A
TR T B AR S T B AR R b G 1, B 35
W 36 2% Al LT
1.6 Nsp6

Nsp6 #& PRRSV gt (1) 55 /N8 1, H A6 H
WARRD. GuE AN ARN, BLE KA
PRRSV [ £ 4~ Nsps 1] {2 4 & [ i MALT1 X} 155
F- 2 ffa 1Y) RNase 7= A 15 i AE A, {23 PRRSV &
il , 1M PRRSV Nsp6 AJ LU@E i F i MALT1 Sk 41
il NF-«B {5 5, ok 4 i /2% 4% n = i () % 5
S AN
1.7 Nsp7

PRRSV [f] Nsp7 & [ H1 3 8 2 K 41 L h
PRSF RIS g T . NSP7H — A m E R SF I
R ARG UL, AT 4% Nspd 3C FE 22 2R 5 (1 1
2418 P AP 3 Nsp 7o FITNsp 7P, Ho A 85— Ff 5
AR Liu%sE NFFC R B Nsp7 7] LR I 31
TR 5 IRF7 223k, AT 00 1) 400 28 A0
B R 2k IR st o 55 SR A A BT . B
ST 7T s A 55 B Nsp 7B X 35k 7 575 37/38 & FE iR
10 R Al R 2K 0T 25 1) 2 ) R 38 B LA
YE R S AN [R] 3 PR 1 Nsp7 9875 0] B8 52 W 5 5 11 85
IR HEE
1.8 Nsp8

KT Nsp8 ) Lhfie, HAj st 58 . Linss
N Bl 58 2 B Nsp8 #& Nsp9 HJ N ¥y ZE {# ; Nsp8-
Nsp9 £ 7EAR A Nsp4 Al Nsp2 PLP2 25 [ i it
A
1.9 Nsp9

PRRSV [ ORF1b [X 11 Tt % i 1) Nsp9 #& —
Fh RNA #H6i f1) RNA 5 4B (RdRp) - RARp 7E9
B 2 R 40 & ) DA ST 25 R 2 mRNA (sg mRNA)
E R R E AR . Jing AR K
W, HRE S FERBFEZANE CEREE
(Leucine rich repeat, LRR) %% #) 15 , 5 Nsp9 i
RdRp 45 #4382 [A) 47 LEAH BARE A, 38 i #0 RNA
& R PRRSV & il 7= A= 4 il /E P . Zhao
S N I S I P N RLAR B B S S S
WA (MAVS) 35 3 (047009 B 2 PR o 07 328 tH — Fob
PR ZAP B4R B, K ILE 2 3 H] PRRSV
S Hi19F 5 PRRSV Nsp9 #H HAE M. Zhang 8 A
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W 7 5 7 6 S8 -1 (PON D i i 5 Nsp9 41 B
YRR 4] T 24 IFNAE 5l B ok {2 iF PRRSV B
15 Wei 858 A IF B 8 T2 48 5% 25 [ PDCD4 i i
5% B R 46 R T 4A A HAE A ok R
PRRSV & | , 1fi PRRSV Nsp9 i il ¥ 7iF Akt-
mTOR-S6K 1 & % (¢ i3k 4 i 57 + PDCD4 & [ il
PR A, AT I 5551 PRRSV ZhAERY

1.10 Nspl0

Nspl0 J& T A4 8, F OB AR, £
B AN MR 4 DN BEFR A5 A X R X
S UL R e X Ao X M R AR AE S e
X — 5 PE ] F T JF DNA fI1RNA, 3+ H & it B
A ATP g% 1, 1% Loy PR L E JHC7E 95 25 1) 52 i A i
SRR R B EZEN . Jin S8R gk St
PLIE (Co-IP) $2 AR AIE B RNA fi#t lig i DDX18 ) C
ity &5 K 35 AT L5 Nisp 10 1) N 3 AT C 3 435 49 35 AH
HAE M . W7 3% B DDX18 it % ik IE ) iff 75
PRRSV 3458 s #H J , -4t DDX18 £ [ i J: K 3%
ko3 B 2 ) RNA & 159, b4k, Nspl0 i& 1]
DL S 40 B T, Yuan 25 AW 50 35 78 caspase-8
1 Bid B0 & Nspl0 75 5 (19 248 i U T2 By 6
s e,
1.11 Nspll

Nspll B A IR A VIS 2 E A A
223 NAIERR A MR B 0 F U e e
M VI (NendoU) 25 ¥4 45k, 7 B Ui 88 B 4 fr
5o Nspll 0] DLZEG 82K Ge b R IE/E] . Zhang
S N3t 778 PRRSV 9 A 1 285 44 £ 3 AN R 4 s
HH, KIHEE Nspl1 7] DA 5= A & Bk
2(HDAC2) ] % 1% , Nsp11 %t HDAC2 ) ' iff
i o FH Bt HDAC2 5t 75 /1 F S ZU PRRSV &
Je i amY. Nepll th 2 5 i 8 o g% bkt 1 72
Bz R S B 75T H E (MCPIP D 78k 75 %
Y B0 PRRSV /& 4%, Nsp11 A DL i 75 &
IL-17 3% , ] MCPIP1 ik , #E5Hi L HT PRRSV
YERPY. Yang %5 N 75K B PRRSV Nspl1 141
AT STAT2 [R5 BT IFN 5 5 4% 327,
1.12 Nspl2

Nsp12 B 153 M2 LR G i, & — Foft B AH G
. Wang 25 N\ B GIE I Nsp12 2 595 55 2
Al 2 mRNA & 1, {5 A 2 5 67 5 3 [ 4 RNA
(-gRNA) &Y. 54, Li%s NIERH 1 7 85 1

A B 2E (PSMB 1) Ji i H 38 42 5 Nsp12 4 B
E FH I % fiff Nsp12 LAl PRRSV & ffill , uE 5L 1
PSMBI1 HIHi 5 B AE

2 PRRSV 4 EBRARRTHHEER

PRRSV ] JF Ji% [ 1 HE ORF2a. ORF2b,
ORF3.O0RF4.ORF5.ORF5a. ORF6 UL }2 ORF7,
& E 7RI i e B I DhRE , 23 R A R
GP2a.E.GP3.GP4.GP5.GP5a .M FIN K . iX
Begh i B S5 0E 3 4 AR AR R I 2
MR RESHER. BEEAERERE
WAEME RS ECHE MG . P, GP2a.E.
GP3.GP4.GP5 X e B A A P HE AR T
PRRSV R MIMEF I FENL R AT LEN » %G5 R E
TIREEMIANIEAS , R0 15 5 18 £ 40 MR )45 R
ol WS B DA B 58 )k e ik AR R R R A A T Bk
MAPEH . MEESE K8 —FF , PRRSV &5t B2
BE 2 f A mr A I B s 55 il i s &
ST IR SR G g2 FH R T 5 V% B0 1A R 1 R Bl ek e
2.1 GP2a

GP2a J& T B ARG I 2 1, e B0 2 ML L 5 s
X AR X, REfE A5 B 5 2 Rk B VA EAE
5 FRRERAE E4HHE™. SIESE GP2a L&A
7% SRR AP B 40 F A . Chaudhari
85 N A Sy 27 AR T GP2a P &
FE 2 7% FE K160 & PRRSV J& 4% PAM 1) 3¢ 2 fi7
. Chen 58 N BT 8 F PRRSV x [aligt% 5 5
43 \IFA 1 Western blotting J2 #E47 Zh #5256, i &
T GP2a " 55 98 A2 HE TR 72 R E PRRSV-2 Xt
Marc-145 2l g P 1) B (R 211,

22 E

E £ 12 1 ORF2b Fr 4 i i) — ek 1 H.
AErmEEEn/ - EE™. EEARCh
SE Ik (48-73aa) 5 N YRS R S B 1 Gal-1 4H
AR, D Gal-1 7742, {23k PRRSV & 1],
br R4 A1, Pujhari 8 AW 70K B, PRRSV )
E 25 [ Rets 5 4R B = 2B A AR, 9 Hod
I ATP (928 Bk 5 S 40 i T2
2.3 GP3

ORF3 fIT 2 i3 1] GP3 A 1 FE B8 S Ak 1) e 1
7E PRRSV B bk [0] 1 £ <5 P LE AR M. GP3BR T
Al ES 5 f NI ANB 7E , dExHg S0 2 A
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PWAAE L, 40 Ding 28 A\ WF 7T 6 W, GP3 A LA it
ZAEE SR SP, SR IFIC R % 18282 15 CLDN4
(R IE 7K, AT 95 25 (R 4R N

2.4 GP4

1 ORF4 & [K 4w 5% GP4, A5 2 V0 M 34k
B, TE N A 15 5 K 51, C i 47 75 LA 58 X
B, Cui 58 N B 78 K B TRIM28 B % #E 1)
PRRSV %5 5 25 [1 GP4 Jf il vz 24k, A fi £/
' GP4 1 9032 Bl 2 ik PRRSV & |50,

2.5 GP5

EH ORFS 2 i [ % 5 A4, 38 15 25 111 5 GPS,
S FERMAE2S kuidi. GPSAIME 4K —
Rk, 2 5 E R4 . GPSiEs s
XA 2 40 R AR e IR T SRR B I T . Li
S5 NAE 5T 2 7~ GPS AT 5 4 B A4 AH DG R 1 2A
(LAMP2A) M BAEF , 838 GFAP-LAMP2A B &
Yo% B, # 4r FAERN T B R B R
Nspl1 43 1) IEN-1 {5 538 B% i) 0 il 1 H B 2%
{2 3t PRRSV & " . Zhang & N\ 58 K B
PRRSV GP5 i i P4 Ji W - 2 b i 2 ik, 384558 1 2%
fi & M 5 M (Endoplasmic reticulum) % HX
Ca*", 3 B AT 1 S (mROS) B i, FH w0 1)
mROS i 5 W 858 NLRP3 48 1 /N4 B LA
ARFRBER ., HAEPF R, B2
A& MARCO Ml &l T PRRSV 7 3 1 40 ffg 97 =,
MARCO 5 GP5 Z [A] ) AH H./E H T e A B T 1
TR ThRER.

26 M

M & [ 1 ORF6 % i , H 4 ¥ & 1F 18kb-
19kb 2 [d]. M &[4 /& PRRSV fe {57 1) —Fh &5 14
w®H, BH = EEREE YA X5,
Zhang %5 N\ I8 0F 57 285 SEAHED , B 2 75 P9 53 I R
GP5 AIM I (1) 2 Fh g W 2 & GPS/M SRR TE &
IRBAR MR AR B T 1, I EHLA R T i B 4 26 1)
B PSR AES,

27 N

ORF7 4 il (1) N H [ 2 B R H 1 5 5 e
M—REA, 5B ER 20%-40% , B %5 #
(S BRI BOR B A 2 7 s . B T 1E N
BEAC T, PR B A AZ O 5 R A S N B IR AE 1
W R IR P 5] T B 5 S T TR AR

Zhao 25 N7 2 W] PRRSV N 25 (385 5% 4 M 45
£ TRIM25 KB FS TRIM25 %} RIG-1 (/)92 Z A1
FH T $0 TEN-B f 7= 42550, Chen 25 A HF 50 K
Pl TRIM22 fig 5% 41 ] PRRSV (1) & 1] , HoAE I HL
il & TRIM22 59 2% N 28 [ AH B 1F F 5 s 3
T8 I A R A I AR ) AR SE LA BT

3 PRRSVEHEEZEZSHFEMNEGEH

PRRSV X 4H i i J2 H i #2906 25 22 > BBy
B JELURHY B, R B S B 41 AR R I B A P A
S O R AL DR BR T, BB B R
Ha & il f2, KEG RS HED NG
SRR T LA SR R el . B W R
SRR, 8 2 1) 5 25 B T S 4 A
B, I AR A A R B

£ 4, TV PRRSV ME— ¥ RIRTH T2 0 .
B ™ R 1 2 RN 4H B g 4 A2 PRRSV AR
L T2 B 2 58 4 23 1 R i v W 2 g
(PAMSs) . TEARIN, SURZ 41 DA R B4t i i &R
(R0 2 0 T 2 At e, I FLR e F B T
it  Jf 485 R0 bk B2 2H 2 Hp 1 1S A T B otk
A, AR 45 B 40 B 2R MA-104 K AT A 4H i 5
MARC-145 %} PRRSV [FFE4T 5 B E7,
3.1 ANSRFE

Wk 44 i =% T 1) B R £ 19 R (heparan
sulphate, HS) A% 5 PRRSV ] M & (A HH &5 &
3115994 55 1T LUTE 4H B 2 T T8 B 9 B A kT ok
AN, HS 1 PRRSV WSE A1 7 LLAAIR i 8 2 5
2= {8 By 55 9 Wy 82 %G & (Sialoadhesin, Sn, X #R
CD169) FIAH EAE H , 18 jio BB 2R [ ) 45 210, B
AR U, Sn BN s X408 I 5 9 75 3 1T %) MR
FR 454, ST PRRSV IR B AEE & . IX P4k
A WS T 75 2% T P TR AR 5 177 S 149 N g [X 4k
HROT A R116 28 2 g 0 T 1X fh & & Jt N
2 Sn Xt PRRSV M/GPS ¥ & 4 & &4 K Mk
WIRFRIE B A WNER, Tl 52454, Hix
1 R EH M TR R 12 52 . EL A GP3 Il GP4
HE B VR IR , (H H AT 7R B, Sn AN AR
5 GP3 A1 GP4 45510, Sn R IF A ThEE , )5
& Wk E A% 1A #FE A (Clathrin-
Mediated Endocytosis, CME) , {i& i & I /) 1 12
T B 3% — S R IR = A A B N1 32 4H 6]
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it T4, 2 )5, GP2a Ml GP4 55 R ¥ e
TER, BATRE R RE HE R 324k CD163, If 5 2 &
4G . ECD163 WA B /1T, PRRSV 15 LA
IR 5E B P R EFER S, BR T 5 GP2a Al GP4 A7
TEAREAE AL, S A WA B CD163 & 11 GP3
5 GP5 B 45 G /E N IR W HI0T 5 R B
GP4 7] DL 5 #4K 7 25 1 HSPAS 7= £ AH BLAE A,
T A 5975 25 P 8 B A0 P A RS, 78 L30T P
i, FEAK pH 2% #F T, &8 4> B B RE 35 Bh
PRRSV fifitsc. H, RARREANSE, GH
25 11§ E (Cathepsin E) , 5 3 56 22 5 12 &5 1 i
P EAE 3 — I AR A4 95 5 P 350 110 22 R4 o
R 03 4 R R 7). Hou %5 A B 5t & B HP-
PRRSV it i 3k 25 B A 5 0 S R 5 3\ T 2
4i ffl , 5 1% pH Al CME JE 5% , 2 GPS 78 Sbid #2
WA ARG ZRART . IR T L ) R 5 o D
BRI JE B 20 B SRR OCER B R, i
TEAE AP )3 5 25 B it DU PRRSV AR
76 AT 56 B R ZH R T I FE T R R DLE R A
PENIEE . R E 8 IF AR 5 B0 4 258 1 4
2% SR — BB R URLBR D E B, (xR
FARGL T R R Y, 5 CD163 45 &
(45 2 8 1 (Calpainl) , 7E/+ 5 PRRSV Jii 5% 1
S o Sy Ah, BB A R DLE A2 )L Fe %2
A (FeRn) RE % 15 BRI S 9 7 LI B2 N B
A AR F SR AE S BT 1 e R
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