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Abstract; Gene editing refers to the use of the specific artificial nucleases to cleave the target genome sequence to achieve precise genetic

modifications including gene knockout, knockin, or replacement. Gene editing technology has been widely used in basic and translational

study in biomedicine as well as for genetic breeding in the agricultural field. Pigs are the most popularly farmed livestock for meat. With the

development of human society and increasing demand for food, modern farming industry requires cultivating novel pig breeds with excellent e-

conomic traits so as to meet people’s diversified needs. The use of gene editing to improve pig production performance, stress tolerance and

disease resistance is an important direction for future development of the pig breeding industry. This review summarizes the progress in re-

search on gene editing pigs, gives an overview of the current development of gene editing technology and its application in the field of modern

pig breeding, and discusses the current challenges and future directions of the field.
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PEEAR o FEIN GO TE R R BRI | bt (4
e b BARGEFEARICE R L (e py st
FAL, RN SRR E R T e A A K
WRAF=PERE . SETHPumrE, (et B QAR Rl
BT A, [RIE, TR PR FIGs AL 5 N AA
B AARLTE , AR g A A s Bz
o7 FH A 0y B 2 U 1 B R R G AR AT 90 L AR SOR
AT AT AR R X 2 B B TR R A A T SR
LR T RN R B AR 18 1% 7 ek R PP A AT 5 A
MR,

1 EEHBERARERSFETR

R D] G e 1o ol PR S A R VR 1 R R A
G, AR IBT L, A Ik R 248 S AL %) W AL
A HEATIE AL, S8 H R B AL S ] 5878, AT
AR A R RS E PR AN DR . HA TR AN T
PR BEHE (] DI %) DNA XUEE, i DNA $E7 5 % Az XUEE W
4 (double—strand —breaks, DSBs), 18752 A 41 AE[H
PR S  (nonhomologous end joining, NHEJ) 1% [A]
T M %E (homologous — directed repair, HDR) #L
i, B S ARG e NHE 2
FUZEY) DNA MBS 207 0 HOR TR AR B 1
[PPSR AERE DNA W7 2815 Y 2 4> oA s o5 2 H
K, XMERE Mg SRR, FEDSB DX I m AL 5k
KBNS B #9 R & A B 5 A8 T ik
FISEAEBR A B A, HDR #&5 Jr X LAl JE DNA
YEREE RN, 75 DSB 1 s 14 [] 5 DX 3 2 [ 9% i e
W B FES, SEIIE R A RCR . A A A
7E 515147 DNA [R] P50, A RE#HG HDR &5 &
&, o1t NHEJ if /& HDR #RHCH T DSB #y7=/F, Jk
PRI G e T L0 5 75 R AR G R DSB AR, DT S
PR R R B . NHEJ 8 52 i 303 I
i T HDR,  [RLHCHE DR 95 8 A1 5 1) 66 DR Rl R R 3 1
TR MR 38 2ok e D] g 6 T2 4= DSB A]
FIA—ZRINEL A H IR SOR , A RAS R KR BOE A
A, SEBT H B ARSI 2
1.1 ZFNs

S — AR EE DA 2t 4 TR P R A A% R A I Al 7
B A0 E AU E DNA P51, BEE BRI
Wi, ZFNs A8 O 3 DN 24w 2 BB R HEA: . 1996
ﬁi, Kim /{‘?[10] B e E (zinc finger protein, ZFP,
H 1 AR EICE 3 M) 5 Fok I (AR5
PERRBIVEAZIR N VI ) Bila, & YO B )
D)% DNA ZIERY ZFN, Jerfr DNA R 50 3 ~4 4>
Cys,His, ¥ 46 8 1 ( Cys, His, ZFP) # i a, HT
5 T B PR DNA SRR C

Fok T VJEIZEAR, %450 3 — R IE AR 5 57 M A% g
Fitf A ELAT V) B 2 AL v, R A ) e 2
DNA RYAERRSPERT VI, 24 2 A~ ZFN 43515 0407 5 45
B, Fok T WALBAIREE & K AE BRIV ) Ae MR
BEVE FH 7= 4= 0 ) DSB, % S DSB & & i i1,
ZFN RS PEBOR T ZFP, B ZFP 4R S Bk
T JH Bl A5 B 76 (3R 85 A E AR DNA, JEA R FTA 1Y
DNA =BEHA AN R 45 F ;. ZFP 5 Fok 1
PR3 3 b )i 7 sCRI B R AE 2358 I ZFN [ 45
FITE PR AE AR S e ZFN L fh) 7 AR 4 B 3
Al LAt a4 B0 2 (8 Bk AZ P ER I BE 71, Paschon
SN ZFN SRR A Tk, AT BAR DNA 455
R ZEN S5 3 IR, R R T 1 42 3k ko R 4R R
JLZ AR T 5, BUANSRAHARE 3 bp A A
WA —A oG, AT LAk 1 bp, KRN T ZFP
H5HPRFHICELR LR, $E5 ZFN A5 RDRs a0 R

SR, ZFP AR i 4, SEURLS & 18
559, ZFN SRR A ST R IR Rk, AR
BN A B AR R AL B AN DNA P80 ek As, 7o i —
EMAN TR, SR L AT, B RAE "
AN, ZFN 7EUN DNA {7 S0, FA7EE L UK
ZEE, RPRUH DNA (R s SRR 2= AR AR LR
PR SRR, R 3 DR G SR
1.2 TALENs

TALENs /2] FH A5 T2 B4 J& A5 47 95 I BR1 o5 B4 it B
( Xanthomonas) 3 Wb R AR B FH—0E P RERN,
Y (TAL effectors, TALEs) , i N @ IN— A7 4F
BN s VB DNA XU IR TR B, T2 i) HA DNA FE
SR MYIE DR E AR TR, % AR R H
Christian %5'"* #57 . TALENs H1—A4> N 34544 ——
BN {55 (nuclear localization signal, NLS), —4>
DNA PR —45 5 PR 0 Sk R L ) 51, LA e —
A Fok T WYIRERY C U5 A9 384 A, Forh DNA 1851
I RS E R R A TS BTN, BN BRI M
14~18 iR 5 DNA ¢ 5 ¥ 9] () TALE 50 3% #5211
BT AN TALE 28 P13 5 DNA U508 51— A
X L B EE DA T 25 5 B AT 05 15 Fok T DNA )%
F955 5 TALE fl &8 s — 2R /& TALENs, F¢ 5400
P A, HAIE] DNA #9235 ZFN #H1Ll, TALENs
[ 381 BR T A 2 A AR AL R 1 T, T TRk
A EMm P EYE H I, R ZFNs ASREAT BRI
H 03 R P 8 AR 7 0 AE e 2 1 SO R4, 55
I7]

5 ZFNs i RAH I, TALENs 5 DNA #0075 45 4
BA RS, R DNA JBHEK, [R5 F 55
R K M I T AR 2, 1 H TALENs A#H 4T

/|
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ZFNs, HUPUIME Az RIGHETER, VHEeR
S m, e/, (H)2, TALENs #42 ik
WAE, TERERGESBEMEA, BARITRS,
AN, BEARMXT T ZFNs E & T B F /ol ok,
TALENs {388 F7 765 — 2 B ISR A 40 f d () L, 388
T B — DB E S R I RN A
1.3 CRISPR/Cas9

CRISPR/ Cas9 ¥ i 47 75 T 7t 4H B A1 40 18 4K 1Y,
JE— PP RE R R G, X RS E K Tshino
SRR R AT T B R I PR P R B, 22 R
it At 240 B A 35 PR 45 4 AT 5T, Mojica 26100 I
Jasen Z512! WL IR G RAAAE, I3t A CRISPR
KAn LG, ERZEENE B M, XA
EE*&%%E"JE’EJ??UIZ (repeat) %ﬂ*&lﬁjlﬁgﬁﬂ
X (spacer) ZHHUAYHE & PE DNA JF41], HH spacer
X FH T 4 B A AR 1 AN IR JE A B, 2005 4F, Pourcel
SEI2UER T CRISPR BYNFREEH, 5 CRISPR R4
H spacer X ELAT 5515 F2 R M T [ st 0 e,
IR AR AT A CRISPR #EAT UK P9 T8 M i 414t 4
JRFER A9 AR, 2007 4F, Barrango %) A 57 £ W 1
FH A LLE— 12 4] CRISPR 248 T30 W H AR AR B
K BFFE AP, Cas ZER AT LLGAS 2 R I RE A Cas
[, 5 CRISPR J¥41 X 3 3L [ 41 5 CRISPR/Cas &4t
RANERT, S R0 A R A% A G
5|, Cas M AILLS CRISPR J3 8 FRIFIX (leader)
BESE A CRISPR-RNAs (crRNA) HHZEG, #B 0
DIE AN IR DNA J5 31, X $0 9% B 4 40 18 7R 19 A
2P 0OBE 5, 3 IS orRNA  ( transactivating
crRNA |, tracrRNA) 5 crRNA Hi4K A1 45 & I i ) &
RNA (single—strand RNA, sgRNA) , Jf-5 Cas ¥R
VERITE A A A, 5 5 v U0 O B9 W7 465 o 1 1R
HI1=1 2008 4F, Marraffini 257 §f 58 2 B CRISPR/
Cas ZRGEREAT RIS Lk AR 3 3 e A 9 A9 B BRI 23
B J5 BF5E 4 487~ CRISPR/ Cas Z 48 & 1A= Wik g —Fh
AR AL IS N RIE R G, RENE B M8 fL 7 5]
A A BFH, PR H ST IR

A T AR A CRISPR/ Cas £ 4078 18 I B Bt AT
JEGRSE, BHAERE . T B s, BekH

o DAL TASFN I AL, 3 H 56 P g 4 A i FH R e
HFFIERY CRISPR/ Cas R %02 5L T 4b i ik K 1R & g i
Sty 11 ALK 448 T H——CRISPR/Cas9 & %5, 2012
4, Jinek T R & B CRISPR/Cas9 W] L) i i
seRNA VE Ry B — B s A kAT S 2 TR SM L ] DNA
Y%, M4 CRISPR/Cas9 Z 4% 3 [H 4 45 4 J 2
Cas9 AS F EALHE Cas9 5 H— MR N ) M5 7
crRNA—HE 1] 8 5 P A1 tracrRNA, Hi 1 crRNA Al
tracrRNA Z5 6 T il — 7% sgRNA, sgRNA 5 Ji [i] g [X
A H ¥ (protospacer adjacent motif, PAM) JF %]
(NGG) HHAB (G # DNA T #b, 1 — B iR ) % 41
(20 bp) F—BE & FF o4, o 5] 51 F) A
B AN SR 25 5 B B S b, Cas EEHSE
P I R A R G5 ¥ FH DL R AE IR N I D) 6E, R
) V) WF BUBE A P R H i e 51, JE R DSB,  RUEE
DNA WisdJ5FFH NHEJ A1 HDR 5 Fh 5 2CE 77 40 i
FABE , DI A B AT AL A SO B, (35
R AR RS S8R e M PR S R AU 254, S8 R 41 T g
Jegiak B K AR, 2013 4E, Cong 251 ¥ vk FI
CRISPR/Cas9 7£ A 293T 4l 5 /Nl Nero2 A 4l i#E4 7
HU ) LR SE 5 98 CRISPR/Cas9 2 G VE 0 3k X 4
BB ER MR, Hesh T3 HG RW 3, FiE
CRISPR/Cas9 RGEM R AWIRA, BRI 24
seRNA FeIRHMEF4 7 2 A0 Dy #05 F 51, SR K HoE A
TER— AR 52 sgRNA 22 3K HE it 4L [7) 3¢
ik, R YIRS PE SRV LE B SO H [ e SRS 2
FL ) 24> DNA JFP AL, DT il B 254 ik Pl
AR A B, SEBUE R TG 2R A SR B RO

CRISPR/Cas9 RZAHHH T ZFN A1 TALEN, HA
FUAE R S0k . A R R0 4 P A L, AN
sgRNA 5|5 R AT S 35 PR 20 A 3 07 A E AT 4T, D0
AE IR Z LA P AR ) AR s A
fiX, YRR g A8 T Z R, KRR
TN BB\ I, (H2, CRISPR/Cas9 71
AR PAM JPF AR SR A AR IO R AN R B A
BRI, 3R 1 X HETHE R gl R G009 sl b A7
THXE (F£1),

%1 ZFN, TALEN, CRISPR/Cas9 ZZ LB

SgE| ZFN TALEN CRISPR/Cas9
BB DNA JP A0 MR X0 BHR R A 25 3 TALE & [ A]455% 56 (RVD) PR RNA (gRNA)
PR 11 Fi—DNA H 1 F—DNA RNA—DNA
By DIy Fol T BEPR R4 H 5§ Fok T %R 25 Hy 5% Cas9
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Wil ZFN

TALEN

CRISPR/Cas9

L EpS27I aN R B ZFN BRHE ) 9 ~ 18 bp,
X ZFN $E 18 ~36 bp

W R TALEN SR HE 7] 14 ~
20 bp, X TALEN #[i] 28 ~40 bp

TEH M 20 bp BB T F I +PAM 751

A8 i PR 1 HMELUHE ] B 5 G YA AR A4~ TALEN BAfR(Y 5/ ¥R [ BT BB 10 AL U0 T PAM 351 22 A
HT
oy Xk 5 T 05 T i e 7 ik TR ZMN 0T i Tk {1 5 (10 5T B A2 AN SE TR 5
SAFE KIS, 4 ZFN B RSP/, FIXFIRME, DA TALEN SHRETETLIE  MERE K, N4 SpCas9 1B K, T3
FIk U S T 2 A 5 A Rtk AAV S5 T A1 £ 1) T
s EHEECT AN FRSVER, DIEIRCERET v 11 8 i R A 40 4
e GEM S Z, MBI RCRAR, AN EE AR R R AT ZBRTF PAM JF3, ETESREN
M

2 EEREAEEE TN A

B R Gt 3 3 7 | AT B A 7 S (st AR R
MBS JCOCIE IR I IR | A A S50 i PR A A A
TESANE R IR A ) RN 3 &t R, F
PR i e 2 A Xk 28 T 1 ROR O B TR AT G B (RBSRR
RN ) |, AR A 1) 48 o7 5 PR A 41 4 Of 2
R AL SR, (EHER & A, A E R AR
H, FRAGRE SR HAR, SRS 0 H bR w2
EAGELE T —M, DT RHASR R e R . W
(18 22 DR 44 60 5 R e 2 R0 A 4 A B A B R
( somatic cell nuclear transfer technique, SCNT) ¥ &
AN R AT ek, FE— AN RIAT 7 A BE A 4 5
Wi S R R A, (EI2I207 R E A R L
L PR e R S AR AR AR Bl 5 g — ool 5 Ak
PR i L 1) SRS S P42 X A P40 IR IR 647 CRISPR
TR, 207 SRARAERON AR, [ -t vl i 0 1k D) 4
SERES A RCRARAY ), (H %A AR E AR
— AR IR GRS Y, RS AE 1~2 RS
aE RN g s, B g ER O HT T iR Z
AR AR AL AR
2.1 REEFERE

WA E R EEM AV, RENHS
RSB TR E A2 —, WA K E M E
R o AR R AT Y, Rl A K
& (growth hormone, GH) -J&BEFAKEF (in-
sulin—like growth factor, IGF) #lii# i IGF - 1R/Akt/
mTOR {5 5 38 #% HE 17 98 #£°° . 1985 4F, Hammer
SEUTR R GH 3 o B R S A BE A S2 R BN
PAFHEREDNG , SR A BEA L, GH Bk [A g 2 4
= U AR . A ITSORE IR R GH B A
C SR N ARG 5L BE D, SRR AR I, HZE
WAL R R 10% 2547, GH G TR B, AL

P TSR LI ) IGF -1 ik, BFERVIK E L
PUFIFREH IGF -1 Y RE RN & B . Pursel 2%
18] 2K U0 B DNA, R 3 oK 4 65 GH
IGF-1 PGSR, Ho 3Rk CH AR 2
MRR W AERE R ERS N T 11. 1% F1 13.7%),
TR SCR I T 18% 447, B B Wik F F
fiX, WLPA, BBk Fnd 45 & &l B m, %3k 16F-1
P2 R DR L A Rl B B 5 P A RS, (BRI %
WD, RSB ERN, BARTEA KRR
AT BN, EWRI GH I RIS AT . 18
HEE 1 S ot 9 4 N A A R, X R ) A AKSN RE
FARRAE A5, IGF-2 & IGF-1 MtH Ik T, drEdL
P& B FIBR I DB PR G E R, IGF-2 FER Y X
A8 R LR ZE KK 1999 4, Jeon 555 &
MG 1IGF-2 56 3 D& TR IAL T IR R A4S 1GF-2
TEB B NLE B AR o f b g, AR S A
K, 2018 4F, Xiang %1% iz JIl CRISPR/Cas9 2 4t X}
IGF-2 R 3 NI & F L0 sRAZ R v o8 (5
30720 R) HEATEAS, HE Y IGF-2 &M
ELE g, SEPAERUEA L, Ho= R AR
Hafn, 2019 4, Liu %) iz Al CRISPR/Cas9 % 4 %}
G LA 4E 4 MY ( porcine fetal fibroblasts, PFFs)
AT, BEIRS ZBEDG 454 1 IGF-2 %5 3 MN &
TIFFINLE, MW T ZBEDG BHi& ¥y 44, 1l
HErohineted, B o HA RS R R Y IGF2 5t
PR i

LA A4 2 ( myostatin, MSTN) J& /™K 4=
K. WAL & RGN DRI ST 1 F ISR 5, XELAA:
KEAHEEH, BRESFESINAEET X ™4
B PEAR, MSTN FEHH 3 MR 2 S E
FUIRE, HAEH 3 AHMEFHE T MSTN ALK 11
L, ATLLE S BIRES 3 AT RIS MSTN A= 4
WEHETE . 2015 4K, Qian 5 FIF ZFN HAR B 1
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MSTN K 5248 (1 g 1L 8, 5 3P A RUBEAH 1L, MSTN
RARAERKEFIER, DABERS I, B
/b 4l MSTN 28748 & (MSTN -/-) HA W 81
R F AL, A CEDT A TALEN # R Xt
MSTN J& X #E 47 2 48 07 35 & 1 MSTN JE K %8 48 K A
W ML, A SCH %5 R CRISPR/Cas9 4
MSTN {37 5, FF45 4 SCNT 5 AR 345 5 77 98 P i 14 44
B B Rl —rp #8916, 2016 4F Bi 27 R
CRISPR/Cas9 R GiF Cre/LoxP T 40 T 2 45 77 A2 0 ik
FEPEPR 10 FE ) MSTN St DA B i B se B 4, Horp
MSTN Fik i TR 50%, WURPESE Kk w3 L7,
PErm T NLET 4B, n TR R R, 2017 4,
Wang 251712 ] CRISPR/Cas9 % %% %% PFF 41 g rp
MSTN %4, FF32 FH SCNT $ A M2 5 & H MSTN A%
NI R A iR, SRR L, S g
WLEF 4 H 38 hn, BB S LRIE , 36 R ARG
F W EHRE, 2020 4, Li i f] CRISPR/Cas9 #f
PVD20H 1 GP19del 5748 1 K 5 A rf [l A 4 4% il (1)
MSTN 55 KX, RIEZ I 2 A2 AR #3817
WU BT, 3 5w nT DL b o WL UE 2 98 1
(MyoD . Myogenin Fll Myf=5) 33k, HAF W40
H MSTN BRI =2 1Z A58 B3 2 % MSTN {5
KA TR B g iRt T AR THIE LN I R & . SR,
FRIEFE H, MSTN @lsg AR RS 177 N & A
JERA (AR — R S Y RS, MSTN
ali 5 FE R R AEAERRER R B e . ikl e A TE
PABGEBET R [, Kang %' #2387 MSTN 2 [H
R EAG ILPR R | PR B I RN T e B

TEAER AR MSTN 46 m RT3 TP AE R Bl 55
RSEH | TCIRuE SN TAE B IR, 250 Y /N TG T
SEAfEL, JEEESE 3 d NAET,

SCF E3 ¥z 2 % H: B 7E 1T 22 40 g B Atk 7% 3l o A v
KEFEEMEM, Hi SKP1, Cullin-1/Cde53 Fl—Fh
Fbox B 4L AL, Fbox I KT & & W9 5 5k,
HH Fbxod0 75 TR 5 R Z K IKW -1 (IRS1) 2K
b, MMl IGF—1/Akt 38 # R T6'. Fbxod0 FBLH
LAY S e 2 R B 201 | 7E Fbxo40 JE DY % /)N B
o, IGF-1/Akt 3R AR U0E, MR EE AL IR o 6 f 2 1
fin. 2018 4E, Zou %" F| I CRISPR/Cas9 4% A FI
SCNT £ T Fbxod0 &M @i BR ¥ . 1F Fbxod0 K& [Hl il
FRAERI LA, IRS1 KF48E 7, IGF -1/ Akt 38 B
o SEFAE RN HRAH G, Fbxod0 R4 5% 14 JUL A Jo
BT 29 4%, AR EARETE, H Fbxod0 FH il
BRI A AT S0 A, K, Fbxod0 FIAE R A K
FLkE MSTN 2878 BIVE FH A0 AT RE AR L R 05, 8
X — LA i AR B FEAMIE S, T B — 2 IR 5T A 56
WEHFT A7 1 F1 22 42 PE . Fbxo40 Fl MSTN 3 P4 &t % 51
Wy =2 1] 22 5 1T g 1 2 PR s 2 2k ol 4 ) 22 57
FIFEL, Fhbxod0 FEAEH ARSI a L k™,
I MSTN 7EMRNIG & & B BUAF# A ik, i A 4
0N U o e el N R 1 o R P T
MSTN W] BB |72 M s il A0 45 WL IR 76 P 1 Z Fp 88 B &
H, i Fbxod0 DI REA IR FE# AL, £ 28T H
T R 9 R FH 2 I g 4 SR W AR S A - MR RE I BT
(£2),

x2 ERRERATERSEESEELHER

FHThE il 5y s FATT S T H EE BTN
it J5 S W& TP R THBEY) ZBEDG6 254 CRISPR/ Cas9 [34]
IGF-2. Rtk

TEkE SCNT W& T P51 2728 THERE Y ZBED6 454 CRISPR/Cas9 [35]
Tk SCNT BTN ZFN [36]
FakE SCNT B TALEN [37]
TEkE SCNT FE R R R CRISPR/ Cas9 [38]

MSTN: LA 5 [ SCNT LA R
] ) CRISPR/ Cas9 [39]

Wit Cre HABFVIBR R R &Y

TElE SCNT FE R R BR CRISPR/ Cas9 [40]
TEfE SCNT LR AR CRISPR/Cas9 [41]
Fbxo40: fRiEB#NIEK FEkE SCNT PR AR CRISPR/Cas9 [45]

2.2 MEBARR
HRTFRSEO R TR A A, WA A Y
FURMAWI P2 &, A AR HR  (unsaturated fatty

acids, UFAs) BAAPEITILAR . TRBH AR, 9895 G
SFAEYFRON, AREmERME. WY A S A
REA MBS MUY AN RET R VLA E KRB ST, i
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1R Bk B UK N BT T A9 UFAs, 2004 4, Saeki
STV LR R I R DR A e AR SR AR RS R U R 2 A A i
(fatty acid desaturase—2, FAD-2) FE[H, R4 T =A
THINEHITR (highly unsaturated fatty acid, HUFA) #%
S, AR AR 7 R 4 75 1 LB A B R 20%
Z A1 F g B R ( ploy unsaturated fatty acids,
PUFAs) M w-3 JRIITAF w-6 BRI K2, o-
6 NEMBRME HE 2 IE A9 & A, T o—3 J5 W IR 4 BE 4E 2%
Btk B 3R DAL -p AR ASF 1 2k B s v,
RAEM LA, AT R Ol s . i TR
PR = ARV G 5 R A AL B, w—6 AR AR A fE H 5%
N -3 IEWIER' ™ . 75 I BT 42 HUR ) & —Fih 4
T RRINIR M FIRG Y HE A (Fat-1), W LUK o-6 £
AHIFNENTR (0-6 PUFAs) #Abh 0-3 ZAEF
JERZ (w-3 PUFAs), 2006 4, Lai 25" Fai—1 %t
KA A A, A7 e & o-3 PUFAs [0
SEPME, R R E SR ES B B RS 2012 4,
Zhang %" B i 0 AL B mFat—1 JE R A B 3%
KA, AR mFat—1 JER A5 3EHE . 2018
4E, Li %PV ik CRISPR/Cas9 5 AR Fat—1 A AT
Uiidi A% Rosa26 (pRosa26) Fe[H R I, HEEH HE S
MG Fat—1 BRI, SR1IT,  Fh T S I R
= A-12 EFIEE (Fat-2) BEH, BB AbEHEmE
WP A1) @6 PUFAs $44t°0 -3 PUFAs, 2019
4 Tang 2517 FIFH SCNT H2 A W Zh 85 & H IR I R 2=
T A Fatl -Fat2 LRIk 05 5L R, (8 ILIA] A 7 40
L 0-3 il 0-6 M E15 3 85, 2021 4,
You 25155 11 1] CRISPR/Cas9 2451 SCNT AR
H Fat—1 Ml IGF-1 FEPUE 46 A pRosa26 3 K JE I
PAFE B DIE L LR, H -3 PUFAs
KO BRI, IR 0-6/0-3 PUFAs L&, 24t
TH® 0-3 PUFAs AL, AP EREH N -3
PUFAs & & i [F B, AR 0 3% & 33 i o -3
PUFAsHYHEA =, ANHidHE, BN o-3 PUFAs $EA
IF SR N AARBE IR, HE0 s i XU, [R5 | kS

PUARSEALIL, BB FIIEAE RN, i i
RGL, HEINGIR G XU S5 AN RS2

o 2F 255 UL DA 400 0 3R A AR o= 21 FUBE BT 5
(galactose—a—1, 3—galactose, a—gal), BN (M
WL FRFIER) AT BB S FE R AR R Y
7 Ak 2 PA) 200 i 26 T A7 A R A N = 2 I 22 TR
(Neu5Ge) ™, — B HUARI I, BE4ah & 7E N4l
MO, TR IERAE, WIS, HinEMmshik
SRAEREAL . oS5 UL ZE Ak T LUE i L D 2 4 1 7
B i B Bl B 2% B UL A 3R T B o BT Ok ke A
CMPN-H & Bt 2 B IR R AL (CMAH) [N 3R
LR SE P NeuSGe e b9 NI NeuSAc, THER
NeuSGe MRIVER . Yen %8 5l CRISPR/ Cas9 il
£ 11 a-Gal REFRH NeuSGe BRI HEFT 42 58 4R AF UKL
PURER AR, e BUUHE IR RS B0 L B A B 75 1
RAETE D WL RS HORS, F AR LA
KU, i AR YIRS AR v R T o
( peroxisome proliferator—activated receptor gammaco—ac-
tivator 1 alpha, PGCla) J&—FhiE¥s ILLT 4SS RUFE AL
FNERL A A W & B % s 3R 00 Y 7, 2017 4R,
Zhang AT Ying A8 ki TR BB LA T PGCla
L, RERIN T ILRLRLA R A A, R
LRI AR TR S AL, K DRBOBE WA 2T 4R e A
gAY, SN, BRITRKBUL, AR
AR, i AL R S S O 2Ky (per-
oxisome proliferator—activated receptor gamma, PPARYy)
SENRWIIE ) EZPE TN T, AR B BT 4RI s
AR EAE A, 2021 4F, Gu &I T LA
oM I8 PPARy RYFEEEDI %, PPARy Al id i i
15 i 7 200 M6 3 A 9 3 RT3 ) s i 2 ke Al i A 4 L
gk, WA AR T TCAR, W& 14 M PPARy %% Ak (K]
WA NN & B FF 57 Pk PPARy AL ik mT L
P 4T A, RIS TR (A R % 3
XoF T AR 114 52 DR 2 4 A5 4 A i it ) T S i AT
KILE (£3),

®3 ERRERAEXEEA@RLHER

FEH Tk il 7% A T7 g T H 2 30k
FAD-2. 7=/ UFAs i I - [47]
Fat-1: ¥ 0—6 PUFA ##°} ©-3 PUFA afE SCNT I - [49-50, 52]
T SCNT FE A CRISPR/Cas9 [51, 53]
a—Gal; K3
% SCNT A ik 9% CRISPR/Cas9 56
NeusGe: SECIBHE 43T o I (R i g as [56]
L5 A S LA [57]
PGCla: & WLEF4E2s i) -
Clo: TR TEWE SCNT BLIEN [58]
PPARy: WLEFZEIE BURIG Hi UTAR TikE SCNT 9IS UN CRISPR/Cas9 [59]

T R BCA PR N g TR,
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2.3 WEMFEIEN

BEEEA 1 (‘uncoupling protein 1, UCP1) v
THRAARNEE, IR ATP & BT 5 28 3
JEE A B UCP S22 AR JE B AR B I -, f o8
PRENRITAHZL (BAT) /SR8, TEfdm i AL
GUIER T (AR -5 77 TR SR T, UCP1 82
SRR TCRR, VAT S ANE ey T A HE AR 4
LR UCPT RRAER AR =AML, S BAT
TRERBES, HUA BVIEBE T R, AR I Ui,
SRS Lin 5 E B TR 9838 N AR T BAT 4l h
1 UCP3, H i A8 AR R IR IR REKE A
R, PLAGE = AR €™ 8, 175 R I &0 22 i A
5, 2017 4F, Zheng %' 3 1 AN /N L UCPT 1Y
cDNA # THENEHRF R 31, I CRISPR/Cas9
FARHE AR ARG N IEYE UCPT JEK AN B T A58
2 i r b, LI A Y RE S BT FE AU UCPT SE A
o IR, fE4 CIERFMT, BPARFREIARN
EIRETE 2 M BB PR T AT 2 h SR AR
ZrNRE, 1E55 3 FIEE 4 NI IRE, (B3R EIRT
UCP1 S5 BE A48 9 ELIIRBE, 1T UCP1 % BRI
VRN B IR FT DAAR R 38 C IR R 4 h, HLLLEF
AR IR R 2 °C o i TARIBCER B 3h Ik Rl 40
f UCP1 mysk, SEFAEAMFEALL, ¥ UCP1 JEA
WERIES, SRR | 540 N AR B TR
BEWD, IR ARG B,
2.4 REHFENE

YA FRAE N v B AR ) SR AR N T A A YR
TR E RV Sk AL Y MO 3 A HE TR IR AE T
R ETE, AERCR TR, WORHIFRAR T I8 55 22 554K
fii o PR G AR R R T S BN 35t A AR 5T T s ) %oF
o SRR BT, O Ty A ] R ARl A e e 4
BETHTRY S ITAER, BEIN R AR ORI B D
W IR IE Z 0, A 4k PR 20 2 S S| B 7
JIBEDA | 5 DR L ) e S b R A8 il 538 T I D 7
Hi . IEATEYIBUR B MR A
2.4.1 HE L AR AIE

W E I 50 ZE A 1E  ( porcine reproductive and
respiratory syndrome, PRRS) , BIJ& i HHG, w524t
IRIE AR, YA R Ge, SRR RS
g BE 30T, PRRS Y 5L 5 SR AP 25 45
1% (porcine reproductive and respiratory syndrome
virus, PRRSV) , BAmEE Y, [l T PRRSV
AR EAL A, PRRSV 70 Bk /i H s B2 B 82 % Mt
JEAS S, BHAG T BE i B i A AP, PRRSV J& L
T B2 2 I 2 AR AR, PPRSY FEf &
RN R B RS HE R A Mg P, 3 [ o B A A i 8 e

YA Y R R, JF @ o SR £ WEFE (heparan
sulphate, HS), MEVEZGMZ (sialoadhesin, Sn) FIVE
B RZIK CD163 (cluster of differentiation 163) 454
A2 PRI E AN

2016 4, Whitworth %'/ B4 5% Z AR CD163
JE R T IO, AP CD163 LA f R 4% X PRRSV
YL BA 52 bulk, JESE CD163 J& PRRSV AfR15 &
BT CHESZ K, CD163 55 7 AN+ & & 5
1’E1ﬁ)ﬁ—¥ﬂi’ﬁ/§lﬁ§?ﬁ$@iﬁ 5 (scavenger receptor cys-
teine—rich domain 5, SRCRS) ., HHY, i id 3k K 5 45
AN CD163 BIRiER . CD163 R 7 4T
SRCRS AR Fls B2 R P 48 rh 55 7 N4 i1 1Y &R 41
Bk © 252 T X PRRSV L T ME 3R 7, 2017
4F, Burkard 453 33 R i 1 4 CRISPR/Cas9 1 B
CD163 M55 7 A+, WiEhifil 45 1 CD163 A 4k i
T 7 BRI S i, SRR W 3 DN G R
PRRSV-1 F1 PRRSV -2 J&4x A7 HLHT 1, 2019 4,
Guo 25 F| ] CRISPR/ Cas9 ¢ ANE B b w4 7 Wi 1
INTEREFIR 3% i Bl CD163 SRCRS 45 44 3 — B
KR 41 AEIER A B, T BRI & Blx
SEFE P AR % %P PRRSV -2 A HLPE. 2020 4, Xu
25161 fifi Fii CRISPR/Cas9 1 SCNT J& Iij #b = 4 T
CD163 1 pAPN (JEZfKEE N, —Fh SEUL 4B W
KW TGEV IR YL iy K ) BUEE K @ Bk ( double
knock—out, DKO) ALK 448 K H %%, 8 ik
Ik X 26 DKO %% PRRSV -2 FISE 1L L1k 8 i &%
WRE (TGEV) FEH sE bk, H 58 A A% A
Ho, HAP=MEREMZIm I RE A B & X5, 2021 4R,
Tanihara 257 3 i B 28 FLKF B ] CD163 L5 7 4b
T CRISPR/Cas9 %t 51 AME AR I3 K 1 52 4 B
o, il T X PRRSV ELAT St A0 3 K g gk
2.4.2 EMHRE

AENFEIE  (African swine fever, ASF) J&—fpfL
FEHET . BOR RS TRm E Y, K
J, IslLRE A SRR, HEERFEEILATRE
Kde , ASF ZHAEMIEIR IR TE ( African swine fever
virus, ASFV) 5l;&, ASFV A9 3L K4 e Kk H & 4,
DNA K/INE 170 kb & 190 kb, #] 4##5% 150 Z ik
B&1Z2HE (open reading frame, ORF), .4y & 50 Fp
SEMER R 100 FAE EIF R RERTEA, H
EL WA A2 ASFV Mok i) R IRFE40AE, 4T CD163 H[H
FIBT M BE 95 i) ASFV X i 3= 40 M B 75y, U 5
ASFV 5 E WA 5, HEM W] IR Ry ASFV 12
Yetg EREAEZ IR, SR, Popescu %' ] ASFV I
i CD163 KO ¥4, &Pl CD163 3 [H 4 5% A REHE BT
ASFV YL, 7E CD163 KO F1EF AR RRE 2 [a] W 5< 5
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I ARE IR NG A L1 225, B TPEsE R A Ik
Ye ASFV JGAEIRA W 25, Palgrave 55170 X — & it
17 B M R PERE R85 Z 1] RELA  ( NF-kB #%5%
K P65 WAk ) FEPIFALEIF S 22 5, #EW RELA
DR 1) 22 258 AT RE T T 4% XF ASFV YL il A [] S50k
4 J5 3 TALEN F1 ZEN #1457 RELA 5875 (1)
FEHEE T SR, BB 3 N E IR TR
RELA 274534 [ Z X ASFV F=AE 0 B hitk, &
FURIER TG RAEAR I KA, I B 2L 3 500 W
Py A0t PR B 0T Hidbner 2677 4 5
Cas9 (1) 5k FIHE[A] ASFV CP204L 1Y) sgRNA 54 YL g 41
Jii, HEBHIZ CRISPR R4t REAE 40K -] ASFV 1)
XYL, CasO VIE]p 5 56 N ALl & 7= R T 4 4
A
2.4.3 HIEXRAE

HAER I (pseudorabies, PR) J&E—Fsg 2kl
SRPEVRAL YL di, 9% IR J& ThAE R 9% %  ( pseudorabies
virus, PRV), WFK (suid herpesvirus—1, SuHV-1)
W& PRV R ARG YRR, 7R 5 h R0 T
fRiE | WPARTE FpR et P S e, R
PRI TSR fp 2 RgUREtk, B EAET
R YR RIEIRG S B . PR G A B T R A,
PR fEE I KRR,

H AT EL A 22500 FH 35 R e A B A i 2 S PR
17 PRV FURE F OB ST, PRV X1 35 20 i i) S e mf
VLA 40 M B2 (1 Nectinl #1 Nectin2 ( PRV % 248 4
H gD 1&@%143) ﬁEF, 2020 543, Huang %[74] FlH
CRISPR/Cas9 ¥ 1] PK15 40 Ffl f #% & Nectinl F
Nectin2 FEK, S5HEpAER (WT) 40 AH L, Nectinl
a% Nectin2 F& R S BRI M AY PRV 203 B &b, 8
i [ R R PK15 4 Hd Y Nectinl 1 Nectin2, &3

AL IR G SR A0 B AR L, RO DR R R A X PRV Y
WP S eAs e — A1, 9 — W58 & B, Nectinl
8¢ Nectin2 KO AN2 I 25 52 1 95 B % 240 B 174 1% o R
b, (HZBH K PRV 7640 A% 4% . AL Nectinl F1
Nectin2 FJ REJEA 2L PRV LR B Ff i 18 35 X037 5
SERTRIBTFEARIE, Nectinl B9 M4 N - K s Al 2% [X FE
(V) Z5H3%T o S dE IR e AR F B, JR SR SLrp
) 2 B R HAR 25 7™ FE R IR PRV gD/ Nectinl 45 5 Fl
PRV JEYLAES117) ) 2022 4F, Yang 257 Nectinl fY
129 7 4b ) 25 T 24 IR 5€ 748 o 9 44 2 /™ 4 Nectinl
(F129A) A/, H PRV B RA/NR LI,
Al AR /N R SR TR R, R T IS S
HAUF 9 7 2 AN/ BRBE TR . Nectinl 3 RE 1
RT3 PRV Btk ARGERE, AEFE PRV YA
AR T 5% . CRISPR/Cas9 7] H#:574] PRV 3
PRIZH K 3 B B P 9 28, AT A3 &L Bl 7R PRV B,
2017 4, Tang 277 F] Fl CRISPR/Cas9 % 4t #U [i]
PRV BRI ZH h i Z R s (2 0 sE LR 4 UL
M Us X)), 3T 75 41 sgRNA, 9 E R (Lu-
ciferase) FRiC PRV #E17 sgRNA Sl i, KK
28 ssRNA S E 4 PRV 41, HiFHZA sgRNA [F]
IHE R PRV RTS8 2 9060 40 e b PRV B9 & i, 2018
4, Ren %578 Ky 3 T #L5 PRV UL30 % CRISPR %
gt RIILE] LA A0 MK 7 2 R PRV ARGy,
Holper 25V HEST T 4% sgRNA SCHE, B0 i) % X 41 o
FIT A FERSEIN, T FZ SO ik PRV IR YL 5 40 g
MSCEEfE R, PR E RS 1
( sphingomyelin synthase 1, SMS1) ¥£ PRV &4 %
VERBAER . 3R 4 X S m Ik N g 4R 7E 4 = 0 Rt
D5 R, FHEAT T ARG (£ 4) .

F4 ERFETRSEITRE LHNA

T H L Sk T H/ AR E= BTN
W BHH AN 255 E R 5 CD163 CRISPR/Cas9, MR [63, 67]
CD163-SRCR5 CRISPR/Cas9, k[ sk [64-65]
CD163, pAPN CRISPR/Cas9, 3 &k [66]
AEPHAE I B RELA TALEN, ZFN, fi f%7% [70]
ASFV CP204L CRISPR/Cas9, [ @il [73]
PAFER G Nectinl , Nectin2 CRISPR/Cas9, H:[H #R [74]
Nectinl (F129A) CRISPR/Cas9, 37 /5 %7 [76]
PRVUL #il Us X CRISPR/Cas9 [77]
PRV UL30 CRISPR/Cas9 [78]
SMS1 CRISPR/Cas9, H:[H mti [79]
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3 INEFRE

BE DA G B HOR AT PO S BURE R AR PR RE | L
BT PESF I TR R, XA R BT & S B A
B BRI R AR BOR A E IR
B, ARIKEARTERL AT —RE BBE RN | ARAT
DNA i ASEIRJE, Ik D G 00 9 AR ) 2 e Bl — 52
DR o A b A A 08 X A v T 5 AT 2 e 7 it G 4L
P BR R BRI aA R 1 5k B A BT —
BOR, HEOR S 05 DA PR 0] JC R R TR 9 &
A, T R e DR g ke A3 DR E B R Y2
R RRARBREAL N, 7 AN R A0 PN g i R 4
BE a2 A TG R SE N G AR A

S RE N G A e S0 0 28 rp s NI A3, (B
FREA T i ML A2 =3 A7 A — E 1Y A ) 22 s Pk A=
AL, R 3T — BB MR, Al
PR SRAY I HE DN 25 7 i ) LR ) 2 A il e B %2
GG A, B2 A e fa R sl R 58 3 e
PRI, 26 DR PR 1) o 2 il B 8 ™ A B S
IR, X R g E SRR DL AT R
AR AN GEFE RE ST LA R E SR . T AL A
PEAFE DT AT 2 VR EAl BT R B PRR A0 25 (X
R P I N IR, (RIS Xk i K] g A A A T 7
e ERIE RS DA, A DR AN 2 X 21 85 3 ol £ 1T 52
Wi, AN, FEN R RE I TRyl Ae e, BR T2
TRMN G A, ASFIRERTA 56, B
RF AN ARBI AT A2, AT A T D 24 48 A9 12
PR R BAT A, (e DN gl Az T 200k DL, A1)
e Rt . AT A MAUHT S B Z % EOR
RN PRI, S 57 5 B e DA 2 80 7 ol A PR 3%
SRS A AL, AT AT, DMHRRA AR
BEIN G R AR FIRESAR , 255 [N 25 4 3 ) A 5
KB Y,
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