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Research Progress in Anti-porcine Reproductive and Respiratory

Syndrome Genetically Modified Pigs
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Abstract:  Porcine reproductive and respiratory syndrome is a viral infectious disease caused by Porcine reproductive and respiratory
syndrome virus ( PRRSV ) . The disease is one of the three most important diseases affecting the healthy development of pig industry in
China. At present, the prevention and control of the disease mainly depends on the internal and external biosecurity system of the farm, taking
reasonable measures to reduce the pollution of the virus, and cutting off the circulation and transmission of the virus among pigs. From the
perspective of protecting susceptible animals, breeding for disease resistance is also one of the major strategies for disease prevention and
control. In recent years, with the development and maturity of gene editing technology, molecular breeding, as the core technology of pig disease
resistance breeding, has shown its unique advantages. Several teams have made many breakthroughs in PRRS resistance breeding by using
molecular breeding technology. This article takes the PRRSV receptor as the entry point, and reviews the current research status of pig PRRS-
resistant breeding, aiming to provide reference and clues for the prevention and control of PRRS and the research of pig disease-resistant
breeding.
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550 FE A5 2% 5 AR 95 B ( Porcine reproductive and
respiratory syndrome virus, PRRSV ) 5| H 5B K
AL G SRS, TEIm IR b 3 2SR BU R Y
ZOH RS AAE K FICAE IR R EFL. BRI
AEAE AT A9 26 NADC30 F12E NADC34 84 it &
TR TR JR A, (EURT S I A R 1) 52 M R 82 7
1E L BAh, IWIEHZ T M KR, PRRS &
XA 2 T S i e B BB . H BT T Bl
P T MM T IR A NI A 2R R, RIS
PSSR T 005 g, VIR AL R iR AR

ORI 5 B I AT =, DU B R
P By 45 0 B RS 2 — o AR, A i PR g R
REREFBEN, 705 5 M IETOR B F O
BoR, CBUSIRZ Mkt . ASCLL PRRSV Z K
NYIA, ZEiR%5Pt PRRS & A AGOF 5T 8K, LI
i PRRS HY 7 FUE 0% B FFE R R
1 PRRS F@ITHABEIRK

WERE SR AT EAAAIE T 1987 4F 1 IRTESE ]
i, TR IR FARREAR R B B T .
ARTIPNGF EIHRERT , Wi p e B REAR . A
BRGEVARICT- AN . i th T A, ARy
“HEMALAE o 1991 A, TENCH E IR 3 8 2%
J5, FROMIEEI SRS IR (PRRSY), i
#N Lelystad . 63840 BIFR VR-2332 F 1999 443
B, Il — AR AR AR AUE S O MR
B2 5, PRRSV A 43 ARk ER ( PRRSV-1,
LT Lelystad ) FIEVIFE (PRRSV-2, fRFEFHE
VR-2332) WHNSEERY, 3 AT IR T 40 AR Bl
N 50%-60%, HIGREHESEIERGIT H AA M
I ARAEAR 1 8 2020 4F E PR R 4 2 5L 2 K Al
AT RE M AR T, XL AR A A
S5l aa s B Bk AR RE 1 LA 2 7

F [ T 1995 4R AE AL b XA AL 3 4 1 Ik
B % PRRS'7 BiJ5. PRRS 7E 3k [H 5% BF o R I
LR, 2006 48, 1R SO P RS B 5 0T IR 5 A E
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AR . SRR S Y IE 5 2
PG A BT PRRS, (B REAL FHIX Ra A 0,
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Pt PRRS J: R 4% 09 B 9% 3= 245 P AE ki PRRSV
AR LT I B R A2 K ( haemoglobin scavenger
receptor ) 7. KEMPMFITIUESE, CD163 7] LI
PRRSV AfZ4AL, HAGA A ZARZZ IR 5 Ry d 2
f—A~F. CD169 Bkt Sk ik, (H1
WFEFik % E A IHIE PRRSV BT (9, ELii
LR PRRSV Y LA B m . I, 4R
Sk [ A Z BT SO T CD163 i i 2h A el Bh ok
X} PRRSV L5200
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PRRSV 7E 5 14 P9 1) #2208 Jig J2 5 Il 6 5 055 24
W 5% Kk
P2 B4 i 52 7R v] 4 5 PRRSV #F A PAMs, 3%
CD163 ( cluster differentiation 163 ). M % ik Zh [ =
('sialoadhesin, Sn ; CD169 ). #ilfRZMEITZ (heparin
sulphate, HS ), WA (vimentin ), CD151 4.
R 2 0K 240 i 22 18T ) DC-SIGN (CD209) DL )% LBk 2R
HESE 9(MYH9 ), HH,CD163 2 Fitsiic iz

CD163 431, NFRIMLLE TG ERZIK, BT
TR EE A, 22 FR/ANA 130 kD, f05% 9 AN iFiE K
AR R ( scavenger receptor cysteine-rich, SRCR )
ZEMIR, BRI . BEIR CD163 RS A T
AR, GatB i CD163 & AL FE N SfE 5k, 9
A~ SRCR Z54438 .2 ANl 2R — 22 %4% — 75 %R PST)
BOR C eI, Hirp PST 45493804351 F SRCR6
#1SRCRO Z )5 &,

CD163 A E M T2k, S 54+
HUAR A BRaES. B, MRS B0 R g ol
ZUR ARG, CD163 B [ & #4175 18 K 4 F1E .
CD163 % A A i i H: SRCR2-SRCR3 45 ¥4 48 45 45 1fiL.
RN - MEREAEAY, REAMENTEAR
I 200 A P A RIS TR, e SO BRI RS LT 2, MK
MAEFRFHLIAR AL TR 202, ik, CD163 43T
AR A IR SR FE R F R PR T 655915 550 ( TNF-like
weak inducer of apoptosis, TWEAK ) 2K, 55 # 45
A5 55 PR R A R S A e T I
CD163 71 J& F 2L M 40 B 2 B o 7, B S5 24
BAR AR, 2ELL 4R A A F b R A 0
I Ak, 2005 4 Fabriek %5 ' #fF 5% %k ¥ 32 35 CD163

B ( porcine alveolar macrophage, PAM )o

14 5 e 4 L B AT V5P CD 163 FE A M 2H 21 rp K A7 A
7R H 3 5 A VA Y A R T A BRI, FEHILIA
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bR 7RI EAEFRShRRZ A, CD163 43 i v]
YE PRRSV JEYLAYAZAR . 2007 4F, Calvert %5 ) 1
WS E R B CD163 435 PRRSV JBHy i AR G,
J& SR 1A I B PRRSV 9 324K, CD163 £ %4}
5 PRRSV 76 20 i 55 v 119 I3 A< 5 R 2 ik R 4 1) ¢
i, I HE 4% CD163 (9 545 4 X A SRCR5-
SRCRY, Y b N ¥ f SRCR1-3 A 52 Wi CD163 5
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AR, U Z IR A K, BRI
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() SRCR X358, W] 5] e B e e Ik (SRCR6
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CD163 73r5-1E PRRSV & il A 1 B4 P A Iy
FE R 2 B 4P PRRS AR 55 O B8 S AR
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X4 CDI163 FERATA S X E G i . F3fAg LR
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iR, R R g R BB PAMs, oAbt
HXFAS[E PRRSV 2Rk 5 80

2016 4F, Whitworth %5 ) 1 ¥ {#f F§ CRISPR/
Cas9 % 5 7 AR wf B £ 4 38 1) PRRSV Z 14 & BH,
ik CD163 43F SRCRS 45 F4 38k (1) 7% fE 0% 5¢ 2 K4t
IT &Y PRRSV &4, Bfif5, VF 2058 B BAIT UG 1 4
X CD163 fHt PRRSV IR YL 1Y B 8 g & D T4%
WA, AR kB8 4 M Bk CD163 43 F 5 itk
SRCRS Z5 #3019 4 X K H: PAMSs 200 Jif % 56 (5] 1 U A
11 4 PRRSV FERR A 5 8%, i Al LU 2 CD163
4% (hCD 163L1) SRCR8 X I &4 1% i CD163 43
F SRCR5 X 3, Fikixf CD163 4¢ F I 5 H I
PAMs, HOXFED T RS RR T 32, X 5L A IL U g Ak
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o 5 0T v SO MR B S I 2R AR EE (HP-
PRRSV ) A5k, 55— BBNE5 3R], CD163
53F SRCRS S5 F S8l 26 () X K PAMs FIAE V& L
7 1 30 21 i BRAZ A ( PMMs ) X R
I B S B tE BE R AN 2y I (EAF TR RS, BRIL
TUSL, PMMs % 5[ IT 780 bkt 5k 50,

2018 4, Yang % ' W5t % B H] HP-PRRSV
TP BRI, CDI163 FEHRBRAEG , 1 HNRI
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AR, 3 H ] SE AR R L 0 2019 4, Guo 25
I FH L ST 1 5 5 e T S R e g 1 B
FE R H B CD163 43 F SRCRS Z5 #4341 A~ ik
e (R XA S e B A2 R4 G ) RIAT (41K
FoHE R T B4k IXAL FI MY SRRk R gL, £ L
[Fi) FsF et 53 DA T R A ST T Lo 2 R e f 9 Lo g
AU TR IR . 2020 4E, Xu 25 Bkl
ik CD163 F1 pANP RUEE R M BR R4S 1 RE ] I HT ik
[H 11 % PRRSV . TGEV FIEIRIE RS 5 10 G S5
TE B R St P RE b, SEpAERTG 25, (HYE
XU A FU LA o 2 T s i 2k, 2 1 g
SVEE T T LA CD163 Sy #EAR Y 5L DX 2 48 4% HT PRRS
IO ST

Bk T HEE) PRRSV 24K CD163 437X & HT PRRS
P PR R Z AL, WF98 A BB AEFE AR ik e i Fi v
(B 2R, DU B B iR . A 40t

DR 2F 52 DR BRI O 4 UL s RINA. ST B e 1 e R IR 7 ke
ARG e -6 A0 K P B %% TL20RB, ATP6VOAL
HI STX10 ¥ 7] 10 PRRSV J&Ys, APL PRRS &
PR 25 ety

TEFE R gt )y ik b, Ak th U — s d
JEo Xu &5 U JF LT —FhR I RNA B 4 AL
5|5 RNA # & 1 (RE-DSRNP) 4% AR, ol HT
PTG DNA LR 48 04 v bR . 1z R ]
BERGIRACE , B TUR. DNA FEFLES A 3] H br4i i
(LR AL, (R JC R re P B e PR B, 46 i
LRGSR ], BRI A 20 A 558 b ), AR S50 &l 3o
A A A] sgRNA [ FRIB WM KRB, HLEM sgRNAs
FEIR GG T L 2 4 R A U5 A0 A 1) 22 e PR G
B I ALY, B0 UE 7% e et
VT, AR A BAE D O IR RSB S Rk o
A3 ARG B 4 A Rosa26 F1 Hippl1 fi7 5, 7 Z 5K
RI5F SpCas9 FIA( DIC JERRL  FEIX AR I,
P T —FhIE T Cas9 APFREBRIGEEF M . %y
003 3 25 W R sgRNA 9425 56 DH B 0 R A ok 2k
DIC FE TR, ]V Ry ¥ R B — T BE DR & 5 (i AR T
H, XPRE AT 23 SRR a B, AT X — 2652 1 928
FUEA A, BEM TR HERIATEE (1 ShRE. T H., DIC
J# SpCas9  [12635 1 A Jlfas AR ST 12 B 11 0 771 o
Jo it ZOREE I B E B

4 Frk, XFH PRRS B E MO LIS £
HEM IR, (R — ) SR T 2 B
(M. BT CDI63 MRIKE T BIEMAR, HAGL L)
d R E R, CD1637 BYEA BRI CD163™
T exrr 24y CD1637 Jif L, MR ILRE Rk IE
HH CD163 M. Al E 1, WAL CD163 HH
i B (A B SE RT DA S 40 b OR3P A 14 52 PRRSV Jkgy
JE CD163 FERRIBRERE ™ 31k CD163 735
RAE A G XHR A AE 5 Bk, BAE R N AE e T
X} PRRSV HYORAFREBSAR AL L s/ b2 5542k DL K
I SR A R e
3 RE

YR b = SRR KAG YL IR . VIR & 4%
AR L) AR 5 B WX = T, B B PR S
DKL 1) 3l 1 3k 2 AR AP 5 I sl Wi A A B N T A T
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&1 LLCD163 HEIRHERERIFIHEH PRRS HEEHRE
Table 1 Advances in anti-PRRS gene-editing pigs targeting CD163

AL A IR CD163 43 TRk X} PRRSV #i#k 5 etk RGNS RN S Z:7%5 ik
Editing site  Editing type Expressing situation of CD163 Susceptibility to PRRSV strains In vitro In vivo Reference
(ENE T X 2 HIHERAS ) I 14 [36]
AN 3] XL 1 I 2 B AR 5 I PAMs i [25]
ANBEZ CD163 ikl CD163 43 F XPHEDR 1 BUEERRAN G0, XEERL PAMs b4 [25]
1 SRCRS 2 T RERR S %
L A OB S S B R BRAR 5 J 1 [37]
CD163 PR s
AFHET D163 4T
EF s
AR FRHE SRCRS S5 Jiligfl FEARA (PAMs ) FI4EVEM]  PAMs Al [38]
CD163 R 1R SNE AL PMMs
(PMMs ) XFFER T HIZE 1, 2 1 3
WRIEEVRAS S8, PMMs X 2[R 11
IRV 5 %
FREE SRCRS G543 SFHELR 1 IRE 2 SR A s o bi4 [37]
CD163 TR 7 I
A ] Yot PR 2 Y R S0 N ) R b4 [39]
FRMEN CD163 21 IR 2 FUFERR IXAT FIMY 5 PAMs b4 [40]
(SRCRS5 45K 41aa, J&
Bk KA B i 2 IR A
firs)
A Yo 2 A SOV RN 5 1 [41]

5%, TERM G, BAPIRME. SrsEbE. bbbk
PIVEY, WOKAE . MRAEEEY R A Uit C 415 5
TN . A S N RGO R B, BA XK
SRINIBAL R, AHXTE R 24, TEshY) b ryEE 5L
AR T, NBIL B r % s, Bl
P A2 M AT (-3 i

I IUAEXT TP B R EsE, AR A G EUS
TR MR HERE, FEPT PRRSV (CD163) HL
JE K R #55% . 4 PRRSV/TGE ( CD163/pAPN ) 4 %L
TR s, ARSI IR FETERE T B 18 1
BEAh, — BB SRl YR X R e HAT K AR A K
PURE 1, b AL N A 225, GidE2E AN
WEPURE B R — A BN, 2020 4 McCleary
2 U0 3o T e B AR B IR T I R B A 5
SRR PP ) BE R 20 )7 9 43 B J5 R B, RELA K&
AFTE 3 MR Z AN 225, il ad I 4
BB, B AR IERE I SNP B 2 K 5% R4S Sk
R G, 20 I A TN R I B ™ AE I AR 7Y

BF () e T A A, HLHE R R BIK. 2018 4F Xie
2tz L8 13 CRISPR/Cas9 KA 97 A4 4 (knock-
in) VA&, 454 RNA THHR, Kk i i aea L
TR 5 9 shRNA JE PR 48 4 208 5
Rosa26 SR A 8l 1 DI I, 2l b i 2 HH B AR
FEFRPURIE N AN R o 63 3 o MR A % B A
F A RGBS R A By i R A B s 2 1 3 R
Ul AE o VRN AN ISCRE S 6 T UE S5 B O X 2 4R 5 i
A RSB T A i 7 1 R I B S R A A T 8
SELPI A S I RAE IR A EIE R . BiJs, %71 X
FERG IR 2 R ) — AR L R 457 1, miR-17-92
FEHE, WD IR TR VS BE Y shRNA %%
A FNEAL AT RSB R R AR 0 . X BE SRR N
Pi PRRS JER G Mg IR ITIR ML TR 0, Zi by
i, FE T IR G4 K 2 BE T AR T BOR T A5 R BT
BERE I B — A S PUR R ORI, B
P HIAG RPUR AR B g O, HH R AR
I A PR
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