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RATE, 55N, BRBEMITERAET AT, Bk
R e REESHE Y. ATRIMER BT
AR, M 20 HEETFR, B g T S — P E R
BREHERROR M R R TH I & & B HPUR 7. 2007 4,
Mario R Capecchi. Martin J Evans #1 Oliver Smithies
3 r Rt 5k B O B R HE [R1 3 R R AGH 1 DL /R 22 A 2
BRER R, IZBORE AN A MBI R T SE 3 & &
FURIX — 148k TRTEIRNL, A EERHUN T AR
P RS

| BRARBRR

AR RRE T A THEA . BB e
BL DR R ) RE SE I AL AL RS (DNAD [ 91k s AR 38t %
PIIHAR . R RIERR R RETD T 2B, &
. a] M James D Watson Al Francis Crick % B, DNA X
BRI IR BT, XS T EWF IR, 20
4070 FF UK, Scherer 55 PN T —FhBES K (RS MA
Y SMIE 7 91 Bl O Fe E M 5 AR T R B B B IR Y T
7, E B R B AT 7 Y B PR AT T DL E od M B B e 2R
ATHRE ARGk, k2] 80 42, Thomas
5 U@ SR TR R AE /N R IE T401 (Embryonic
Stem Cell, ES) H1RRENZEAE 1 PN 1 UK i IR T i A%
M F2 3 (Hypoxanthine Phosphoribosyl Transferase,
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HPRT) L, SELTRRAYE SRAT . XA T
FARAR KT DNA H & 7= A BT 3¢ (Double Strand
Break, DSB) FrEsaliiAEIf EHBE 2%, FEEXF
FERZ IR T MRS IS AL, FTH04E A AR AT
RN A, H129 Tz R A% AR A e 7E 20
4090 A, RHEFATA B FHBIAD 1-Scel S5 IHE N
VRS E T FL AN AN % S DSB R RLS A #E AL A
R EH, X—RZMHEs) THHEEES DSB Hh6E
(A% BR R AT 5L R m X — A T AR, AR B O )
A, 2 b 27 S Y B R AL o6 e DR 2R B L 1 — i ) S
Fgte o,
1.1 BHIEEREG (Zinc Finger Nuclease, ZFN)  JL[A
g A O RIE R A T e N ER S NG
KEETE, BAERBIFIEIEIE R A RE TP 1ER
ZFN 2 — P N TR NVIRG, 624 SR B S
B $ T8 £ 1 (Zinc Finger Protein, ZFPs) DNA 4%
AN S AR N DR Fok 1. 1985 4F, Miller
& UM R RN TUE DR BE 40 B R B T BB 4G
GEEE, BB A0, SRR EHE
(Zinc Finger, ZF) #5#4, G/EHEHRZ) 30 Dot
FRIRARZHRL (RLFE 2 WARARHERE R A E ), JF
rBICRE a-B-p B "2k, I E R FIEIRE] DNA
WA B — S5 Lk | 3 MG ERR . AU ZFN
SIBIRES), BB AEHEI AT UK B[R B R FHHY
TEF, SEBURRE HLAMIREI. 1996 4, Kim % 12145 2
FRORTR I EETE B 5 Fok 1 AZER N VI V) #1245 Hay s
&, G TR G R SR N YIRG, A ZFN SOR
K JRAEE L DNA IRBI & B R TFRE Tk . ZFN
BRI BORTE NS« SR RE S S 2 T2
N, I EF ZFN IR R R, (BRI
BT TIZE AN R ., REXIE ARG w5
RS S AL e A, (Bl T ZFN (IR BIRE T
FERM T HHEE ORIIEE, SEELS R RIEER
A IRRRYE, TR RNAN S ZEM.
1.2 % 5% 3vd IR 7 B 2800 W0 4% B2 B (Transcription
Activator-like Effector Nucleases, TALEN) 2007 4%,
Romer % 150 5 /0 4 D0 A8 W97 o0 B o BB AT B8 ol 0 0%
WY — 40 4 S i 5 BE R W IR - (Transcription Activator-
like Effector, TALE) nJDLIE A5 HEH &2 1 ot DNA 45
4 8 (DNA Binding Domain, DBD) 5 DNA %% &,
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A TR A3k A e T Y B TE E A 5 DNA
ghiy, PEMSCAETE EAa P AR R, SEEUN IR E .
X TALE BNPAENE, FRIN_ERERNEIEE (Nucleases)
SETE X T TALEN. TALEN 5 ZFN 480, 72—
N TR, BARFPEIRBIH DNA 256 451
AR N Y)EE. TALEN () DNA 254 25 k938 i A
WHWEERES FIAE, B EE/E33~35 1
FIERER LT FE AT IR B . DNA BFExt. X2 Ed =L P
FURYER 12 R 13 (LAY e ] A8 S AR P FR S B Ry, D
BERR A B A AR WL (Repeat-variable Di-residues,
RVD) . BEEFIIRER DI TE TS, B
45 RVD ifi &= B IR BIRF5E H #7 DNA 7 91 95 5% B0 A
FFE (Transcription Activator-like, TAL) % i & 1,
Kt RVD Bk %E T TALEN BEf% IR BIFILE 4 H) DNA i
R HI 28 U, i F TALEN H & P if 6 & Fok I {H
BCHIRE T, REOSIRBIRF AR I B R R B T RIFH A
Mis7, P DL TALEN m] DU 6] 58 IR 20 N AR AT 75 2 1 e
Fl, bb ZFN & s HE T GE, BERTEBE R, 4
AT, TALEN SoREEE/NR . ILFERE S L FR
=T {BUE TALEN SR (KIB 785 R R, M
T TALE iRBIfE 7 51 2 il i S L IE — — X RZ Y T 30
PAT, FEAELFRT R TALE WFRZEREA, #15
TALEN F9iit. ZH4 R0z At S n iR xe =0,

1.3 CRISPR/Cas £ 2012 £ DL A, B} 5= AT T
Ji 7% #0445 (] 52 55 & ] 91 (Clustered Regularly
Interspaced Palindromic Repeats, CRISPR) [ fiff %% &
TR TREY PR, SERRERALT 21
SPATHIF R, HFIRAZXWIR. BAE 1987 £, H
KPR Nakata BF 5T BN 21 5k CRISPR £ ik
77T EHRFTIRE, PR A SUKITE IAP i 3' 9
29 MRENSERFEESFY, mEXLEE T
HIE AR — By 32 ML AREE FS, X—iaE
& CRISPR #fitq. FfiJ5, T CRISPR HIRFFT A2
W EE F ISR T 2 P A & A, Rz
LER ] BE S G 1) DNA 2B AR AR % 22,
2000 £, Mojica 5§ " L HXFhEE FIFIET 20 £
P2 o N v AR T R AR e SR SR i 42 0 R
: 7] b9 B & /5 %] (Short Regularly Spaced Repeats,
SRSRs) , %I E A SRSR G5k LYy, HHENH L5
M B R SRS, A Re A AN EY ¥ 2h
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BE. 2002 4, faf=RF¥5E Jansen 55 WU IXFREEFYE L
79 CRISPR, {4 P 4 B0 [ i 14 ) AR I 55 ERDRs Hoi 24
A Cas, L& T4/ Cas FE[A (Casl. Cas2. Cas3 1
Cas4) , FEUGIE T35y Cas BEEHITHAE. 2005 LER}
FATHLELE] CRISPR 1T £ [A] [ 7 51 3k B JTURL TS
7 %, 5 CRISPR AL FEFE ST FT LA Cas £E
PRI 25 P, RS TH2 HY CRISPR/Cas & — i ji
VERG I ARG AERR BT R R ARRZR, 3 P CRISPR/
Cas 25750 (1. LRI D B9 53 FHUHIFRAR B A B AR E
2011 4F Sapranauskas 5 % 85— /RiFSL | MIE P GETR B
A CRISPR R4S S ANZHFTE - BE/S Charpentier
& BB GIESL T Cas9 BEM% ST DNA FIRIMIE]. )
5, ke BRI A CRISPR/Cas9 7EMH LA AR+ 52
BT E N REE. Sk, CRISPR/Cas9 5K 474
FRZ B Z R, HELMINEY AR w15
PR, BEfETKEEEIRN  FRAK A BLETHY CRISPR/Cas
245 (Casl2a fll Casl3a) , (EF—TEFEE Fih%E T Cas9
IRJE, A CRISPR WYJFR S5z MRk TEZ AR RE.
A RER BRI L RN 1 R,

1.4 MR L w48 % %8 1) CRISPR/Cas9 45 45 45 A Ji
P2 1 DSB 1% & 40 i N i [A IR FE 20 (Homologous
Recombination, HR) FIE[RJE K mZE#E (Non-homol
ogous End Joining, NHEJ) &= &%, MIiEZIlE DNA
M E S R bR, B, A6, XM DSB 5L H
DNA EEALHIFEAFAESIYIN A BEALS | AR A B,
TRMESEINRRE O B 224y, S EURBL RATE,
UEFF% —FhREAS I v H s S B R B B ARG AR
A—TAEHER TR P, 2016 £, Xt EIBA B & otz
H e i EL JR4E 2% (Cytosine Base Editor, CBE) ,

2026 F % 62 & % 02 Hf

XJEHET CRISPR A I —Fh B AL gmiEHoR, BAE
JEIT BRI EL 2R AR S | R AR GRS . BRI dm AR B AR SCE)
WL 1% B8 71 5 RNA (Single Guide RNA, sgRNA) 1Y 43
ABVEF GBS T DNA SIS, R H 5 20 B ik
TYIEIs R R B AR SE R RS, RES AT Mg
ELHEREL A FRIENE, M8l C-T (8 G—A) R,
2017 4, XI4aniess B ik — P s s A B R, 1R
HA R N A iy JE 4 45 2% (Adenine Base Editor, ABE) ,
ZHRARKE —FhEEEE RNA R EF I 28 5 CRISPR/Cas9
RAKLE S, THILF A DNA 1 A-G (5 T-0)
IO IDRE. 2019 4F, XNkl B A 5| S 4R
7% (Prime Editor, PE) , FI 1 Cas9 H840A 1J) [ fig
M TR EREARNMAED, DA—M5T
RNA (Prime Editing Guide RNA, pegRNA) T4,
ELBETENRFE DNA 7 S50 H 4 Fhisl 2k (e ded, HH
ZHRRTIE NN DDA E T ek Ala e A Z: - 5=
pelr§ (Tay-Sachs Disease) FIEURIRIENI A, AEUL
BRI R IT RO TR el RetE, il TR
SRR AR . 3 FhEL R gmaE T B SIENLEE 2.
Zitt, FERBERAR NIRRT RS P &R
Th, XWARERHRMEIRB EU R DR R & RN
FRUE TR T 1] .

2 BRRERARERENFEN PN

2.1 SEETE SR EEEAE  FEETH SMIRERAE (Porcine
Reproductive And Respiratory Syndrome, PRRS) ,
MARAWE, &l EZE SR ZAES IR (Porcine
Reproductive and Respiratory Syndrome Virus, PRRSV)
5 S A — b S SE R AN B EIE Th BRI Bs , Al

® | ERMERARHNERHE

IR ] L g AR

CRISPR

19 122 70 4548 1979 4R 7E FE Ak b 58 935 P R

/N ES Al S BE PR e AT A8 s 1985 41
KBV 45

FIJ NHEJ. HDR fF17 3L 2642 BEds
TR B T SE PR 41 TR

19 {4 80 4E4X

19 42 90 4EAE

1987 4F, CRISPR 1 IR # ik

2002 4F, BAEERSr Cas & FALIfE: 4 CRISPR/Cas J&— it 1 1 B i 28 48 1414

20 24 TAL %% ¥ F1 TALE #% 2 B9k & 30

2010 4
2011 4F

A5 3 Fh CRISPR/Cas J& T 40 HLil AR 4k Bl & B
11 % CRISPR/Cas 7] Y] E|4 kR DNA
Cas9 fERAIMIE DNA, & 118 CRISPR/Cas & B T fE A i A ME— Cas L[

jIESZ CRISPR/Cas9 f& RNA 5|5 DNA R N VIR, F-78 3L 3h 9 4 i 58 i

2012 4F

2015 4

[l 25
JIR Casl2a Fll Casl3a, FM3E Cas9 AL

LAY /%
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K2 IHERREIAMNLILER

CRISPR/Cas9 BE PE

o C:;?Uilll Cas9 (H840A) 550N 1 il £ 4 1 Cas? (H840A>p?gj§£i%mﬂ(ﬂ{ﬁﬁm
£/ DNA SeRNA MU 59 RNA (nsgRNA)

WiE Ty = DSB SSB SSB

LR & = =

T AR [ ik 1%

o 1T E IR ON AR R AR FEPFR A BRI DA S A R R

BB SUERE R EEHE RS Y BE R AR
WPAR 2GR, o e Bk TR il s g™ ARk BY,
ZREE 20 4D 80 FRHREEXE RN, wHD
I M TR, BN & ERIRIE T AL A RN E S E
HEGGWERR 2 —. RE BIE 1994 FEi D2t
R EHEPR TR, (B TAETEX 5 BRE R 1
PEARIR . ORI —F R, T — PR
BT A B, Jay %5 B 4F 2007 4E1E5E, PRRSV (2
A TE F R Ri S v 40 i % H & 5 CD163, HAE AR
FAMEE A 2, "5 PRRSV @ N5 Xk AJE
Fiti vy EL W 2 e, B S Whitworth 5 ¥ R F§ CRISPR/
Cas9 i RKESE H CD163 BN . %R &H, #
[ CD163 REIKBEVS A 2EPH 1E PRRSV &y, Mind&iE 7
CD163 TE PRRSV J&Geh 425 HENEM . %5 AR
WL T CD163 5 CDID BIFE Nk, AR AR 4
AR S & S HURRE AR RARHE TRV
RUEWFITIERD T 8k CD163 E AR5 1k PRRSV &
QURE D, (BTSRRI B 22 Y B IR DL RO [ Y BE R
PEATWF ST R4 IE. Prather 25 ™ B BT 53k — 4B4F 2 T H
20 e 2 T 2 Ao s i G R IR B R T, CD163 &
HeaE PRRSV J& JY (1) ¢ #E [K 3. 2018 4, Burkard &5
B A2 RS0 CDI63 BN T ANINE T, Bk
SRCRS 45 f i, % & Hi%F PRRSV 1 B B4 58 &4k
) ASRCR5 $%. Yang %5 ) FI| F§ CRISPR/Cas9 il {A 41
fu i #2 18 (Somatic Cell Nuclear Transfer, SCNT) %
REEE 1 CD163 KA b 5 %) HP-PRRSV TP #k B &
SEabiiE B AN IE S 2 E IhEE. R4, Wells 55 M9
Xt CD163 FE R 17 3 Fh K A 4w 48 4L #2, 1IE 52 CD163
& PRRSV 1 BRI 2 B RE R () S S2 A, HLEB o0 ik
Bk CD163 NI F] FRIGUKLLEE ), HEAN T CD163 fEAH]
K7 PRRSV BRALHI I 7T 25 (1. 2020 4F, Xu %5 17
[FIEE R CD163 55 7 A9 T-F1 pAPN 55 2 PNMAMNE T
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B2 75 HH RE A I HT HP-PRRSV 2 BRI L Ytk B 15 78 0% 5

(Transmissible Gastroenteritis Virus, TGEV) [{J30 &
ik (Double Knockout, DKO) J&, A¥rE 2 R[N 4Rk
mAERHE TS, 2024 FF, (EFE K ™ FIH Cas12iMax
Xt4w4E ANPEP, CDI163. MSTN Fl1IGF2 % 4 MHEA,
B E H R R ANMSGE T AR AL S T
J3 PRRSV R TGEV RIMHHE. 24 BRI A K 4w ie
BRI = SEHRDT PRRS FUMRCIF R E R R T RER,
AR E HBAHUE BRI S .

2.2 JHIERTE  HAYEIE (Classical Swine Fever, CSF)
SOk SE EE L, 2 B JE JE W B (Classical Swine Fever

Virus, CSFV) 5[ —Mn] Z &R B A m gt
fFEIE . CSFV & — MR ESEE X RNA i R:, Fh5)
K. hEMTCEEE 3 AR, WE5IRKE
JERNER R R, SRR DIRE N, 2KK B ST
W e 0, %) CSF At 4 ERIE FR 08 72 I f0 7™ 2 5%
Wi, 4 7] (B 42 SRS A S AR SR BE P P AT A
T R AR I B i 0 750, S T iR R A E
90% LA I B, 2018 £F Xie & ™ {# i RNAi fI CRISPR
£ KK shRNA ffi A Rosa26 (i 555 & U HT CSFV # J
RIJE FE AR N IN B BE P RE S R SR CSFV I E I, H
BURKHE R B 2 F, . RSAD2 JL[H (15 ke ns
HNHI CSFV E ], BT iX—WF5eE & 1 RSAD2 %
Klr A (RSAD2-KD) &I H 58 U5 CSFV BGLEE
3B, 2022 FF, Qi % P ORI A IR B R 7
PCBPI1 SLAEFr#lE 7, HAIH SCNT 1§ %] PCBP1
Kl fif%: (PCBP1-KO) ##&, MWF3PiERH PCBP1 5K REWS
SN CSFV B MLE &1 R, %R NS4 CSFV
f(E Hl, PCBP1-KO 5 FIMHIHT CSFV REJy. XL
FURRER A 8k R R AR R AR N BB IR RS BT R AT R
T RIFHEM .

2.3 JEUNSEIE  dEVUIIEIE (African Swine Fever, ASF) ,

FOsHEE
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EHARNEIERTE (African Swine Fever Virus, ASFV)
PR — Rl A G B . ASFV 2 — Rl ZR 9 0
DNA 5 &, EA 150 Z P F32HE (Open Reading
Frame, ORF) , 8% K E HIUETERRKEIT 100%,
PEREARITILNRERR. ATHIIEES
TR 69T FBE, % ASF 9B i 1) 25 28 % B b 5%
. fEDUHEIR R H, CDI163 &K /KF G
WINA S ASFV B GYRE & UIARE, (BAE 8 5%
Hi 2R CD163 7F ASFV B i 2 b H A & A B 5%
T, HED ASFV HREUHLEIRT REEC A E 4R, FEEA
2 P, 2022 4 Gao & P W R AUERH T CD163 Mk
TR 45 & o BR R I FERESE 3 1 (Sialic Acid-binding
Immunoglobulin-ike Lectin 1, Siglecl) B 7218 5% ASFV
BT E B IR SC, HHIER] & 7E ASFV Bgerh B A T
FER, AWF5 ASFV FYRBILHI R T~ T RIF
. 2016 FERFIT AL B HEMITE RS 5506 RELA 2K
)3 MEERRZE 5 ASFV ILHT DA, JHFIH ZFN
X5 PK15 A TomiE i, mhEsE T s
RELA BARERISME, R BonEERgniasE S8 A R A~
AR IEIRIR . REAR R FER S L TR EE R,
I FIIER WIS AR AR IR R

TERSEEIT & JT 1, Vivian 25 B #5455 SRR MGF
55 A Fy 8 HY ASFV-G-AMGF & 4095 5, %2 ASFV-
G-AMGF J5 & R AN FIENR, 1EB MGF 2K RE % E
9 ASFV B M g &, AWFE ASFV & et
T HEEZZKE. 2018 {F Borca % " F i CRISPR/
Cas9 BARMER T ASFV FR A 5 CD2 45 M5 FE 1L,
HAE L FFELIA 8-DR, AR wi i ST s g Bk . [
Hiibner 25 7 §1[ii] ASFV p30 F: A1 CP204L J7 414545
B A S5 il & (Wild Boar Cell Line, WSL) , 5%
i) WSL-gRp30 4Hlig A REGSHIHI ASFV E I, FE(R T
SRR, XA HETRIT ASFV B RO TR 2.
B4k, HET CRISPR/Cas $ARIR A T Hrsfa il ASFV
TH, BT Casl2a (I P EK N A58 (Casl2a-
based On-site and Rapid Detection System, CORDS)
FR, BEBSSCELAE 1 h Nk ASFV e HAthsEE, HE
AN ERIE A O, AT ASFV BEWLEI AR s,
TR NS E RTINS T2 0F . i ASFV EGY
LA 5 et B B0 ZE R mE s B U F 1 - 2005
2.4 DT RIE  PAST RN (Pseudo Rabies, PR) 2 Hifh

LAOPY §F A
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JERJ%EE: (Pseud Roabies Virus, PRV) &Y S E %
QuiEgdss, PRV ZILAIM B A ERWEESRE, &K
HLLTE DNA WEEK 28 140 kb, A8 2N A 45 5
FLERBEH ORF™, ZR T 1902 FEKIRE, RES BT
ek egra il Elke e A N 2 (i BRI L /BTN 8] V]
JETEE R BRI T 2 P %, 9140 Bartha-K61 2
B TK BRI B R0 gE BRI BRCE i5F 19, 2016
£F Liang &5 " F] ] CRISPR/Cas9 Fll Cre/Lox # 4 &
PRV ] TK 1 gE % J IR W & H — Pz i, AR
FRAH B 50 PRV R0, X002 o R F 2 R 4w 4
FeARWFA H PRIEH . PRV Hf) EPO A1 UL50 KR %)%
T, REBEEHINE N REEHHEGEZEM.
Xu % VEfA] PRV EPO F1 UL50 2R {E PK15 4Afifg sk
DU R 25 K] O e i, A FABT I PRORE BN T M
PRI EIR UL T B . ik X PRV SRR
SFI UL30 BT 4R%E, Ml 7 PRV (385
2017 4 Tang % " &3+ 7T 75 /> sgRNA SKHE[A] PRV (7
ANFEGTE, BF 5 2B R 2 200 sgRNA B A ] PRV
EHIAES, (HE— sgRNA B S5 A R HFkiE, £14
sgRNA B Al LUK R 52 L4 E HI R e A, 1ZF R R
FA) % sgRNA #E[A] SRS AR A4t PRV EGLER L T8 B
Xie 5 1) I F§ CRISPR/Cas9 4 A 7E ROSA26 fir 15 fil A
RSAD2 F:[KE: 75 H RSAD2 FEK i A (pRSAD2-KD) ¥4,
FURIR I AT CSFV R PRV B B HHIHIR .
2.5 WERATHENRE & RATHENEIE (Porcine Epidemic
Diarrhea, PED) & DLJ& i 17 1§16 /5 %5 & (Porcine
Epidemic Diarrhea Virus, PEDV) 24 == 2K JF A i 5|
RS EFET- R BI% . PEDV JE T IE S HigE RNA TARIH
%, AI5lRE R aMimEsEm, R, KEEE
BRI AKEEIR, HhE e EsstEE, FAE
EOHE L Qe B T A 2 BRIRIE . 1971 4,
PED & WKE & E G BE P g LI, HEaE N aE
Julp'E %, BERMIARIARY PEDV, FEEESAE
SR X e 4 B -4 . A% #4158 & [ Karyopherin o
2 (KPNA2) 251, b TR E AR E LR
MG s U Gao % UV @ i Ee % I KPNA2 7R GY
Mg BEESE, FHES PEDV WEHITEER:, H
KPNA2 r[LLiB 55 PEDV [ E & F45 & HIE R Rk
REHIE] PEDV EHIMIER . #t— PR EH, TFREK
KPNA2 K m] DL#I#H] PEDV 895 6, ifuf i KPNA2
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MIFEZ . ZkEE N (Aminopeptidase-N, APN) {EMH,
S L AR T M S5 L A YA
R, RZ W EAE A IA T AE BN HHE S T
2019 £, BZ " F ] CRISPR/Cas9n 2 48 bR & i L
RAF4EYm i APN ZE RS 5] APN LR R, &I
APN % PEDV [EZEAE LT, (HA TGEV [ F 2%
£. Liu % " 4RE00 APN E4THF5T, ik — RS
TGEV A A EZREIEN, X PEDV LI & 520 .
[F4E, H=4 7RI CRISPR/Cas13b 2454t PEDV (1
poll ZEPRIAN S ZEfRI%i1 CRISPR RNA (crRNA) firf,
FEEFT B BOR. U6-crRNA (1-4) , P58 & BR4T ¥ ks
G 20 s B ISR /K S B IR, VB PED R
ARSI TR S
2.6 FLIRR AL EIFLIR R (Mastitis) J& 7ESLFR
AP R LB 2 —, 8 9 A I R FLAR R0 T
AR FLIR R (IFRABRMEFLIR 28D, 32 2 i 7 i ol %
SR F LR EAE S A R . FLSREER D
MK ESE ", BILR RS SRR ILE R & FERE
X, EMEFHBEOEN, AaEALENLeR
FEo WFR ALY TLR4 FLRSNEF 1760 C>T 2845
CLARBEAE —EEWERRL, AIEAFFRBTFLIR R AL
A U, Shandilya % U® Fi] F§ CRISPR/Cas9 fif [4: 4= 5L R
Rz YRR TLR4 5K, IFBH 25 BRI K I A B A 4y
MG MIE R A REER, 8RR
RIEN N o 1A IR 3 (Lysostaphin) « A2 - [
12 3 (Human Beta-Defensin-3, HBD3) . A& NG
(Human Lysozyme, hLZ) FIT4E -y (IFN-y) 25
FREVEEEN ST, A ESHTEIR & 7RI
ERHIE T, 2006 FF 50 & I E K hLZ WL R ] =
FUT AR ZE R TIFEERLFE, PRES58S LR
EES, FWHRLZ ILEATRRNPIREE ™. M
J& Liu 55 "4 hLZ FE B A B4 e ) LB AT 4EAmie ) B-
fi% %5 1 (Beta-casein, CSN2) Kt [KEEEL 5 G HL K v
Veds, HAU & waEHERE. KT Em I gk
B RIS M, IFSC hLZ #2055 T W45 SR 4 9%
/. Liu & 9404k R ZFN 43 A Iysostaphin &
R A Z] CSN2 FEREEHR, SRS 8 B G AR R
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¥ HBD3 H: K5 CSN2 BN B shFE# T ALFEEE R 4
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. 2016 AR ER A 7T HBA * 85 E HAR R
RN EH NGB WM rhLZ PR RN w2 A, AFLIRAR
B3R LA RS A2 SR SR R XU O, T Rl SER ) AR
. Liu 55 ™05 IFN-y R S ALLFEROFLIR L Reamiard,
VESE IFN-y R DLE RSB R R  A IE A BT R,
HRRUS I &R BRI AT B O BE5 .« 2024 FEAEF R Y
FIF Cas12iMax 4g4EF () MSTN. PRNP {1CD18 #:[H,
BB 3 ARgEAMG, HEATHAEGLEE .
[[4, Feng %5 " % ISDra2-TnpB AZK RIE 115
FIIRS $EMRE S BNl LYZ XA -, ISR FRE
BUFLBR A RE DM B R R 1 L=

2.7 R 45K (Bovine Tuberculosis, bTB)
FEHAFSEAES L, 0 R AR RN
NEILER, WA IRA AT (e 2
D P TSR BITE/NR P SP110 R HIHI 45 5y
RO, BT e N AR A TALEN K SP110 i A
FER AR, 150 SR R 3 BE R A= 40 0 RO
W2 BRIk BPUR R R, AN REE
TATT BT R T T 1 RIK B AU R E
M -1 (Natural Resistance-associated Macrophage
Protein, NRAMPI) A] L) HE38 4= 45 % 1 HIRH1 70,
Gao 55 ™ R il Cason £ AR K NRAMPI J [H % & 2/}
M )Lp T 4eamia BE N, B AR RIS O B L I 2R
TERBY BT B G RO EGRIVPIERE . Yuan %
KRR E A S0 KimEe4 (Homology-Mediated End
Joining, HMED) $¢K, wwiRf&ac kR 4mia e Rid A%k
KA AR, FEESH NRAMPI SR N H B 571
AR, B5E I #E NRAMPI ZER IR 4wEL
T RPN AE ), BEIESE T HMEJ FUZDRL,
it —2FEH T NRAMPI ZPUEEIR I ThRERE N .

2.8 Hf#% D% (Foot-and-mouth Disease, FMD) J&
HH 1 % 9% 995 B (Foot-and-mouth Disease Virus, FMDV)
S B e R B, (REREh Y 5 R, &R A
T Em, Bk ERLIER T ™ =N ETTR k.
FMDV JE T HLJ% IE 5% RNA 75 %, REAS7E BRI N
KIS R0, RIB &R E 255 0.
A. C. Asial. SAT1. SAT2 I SAT3 &5 7 fp 274, H
O BUR SRS MAITE R 2 —R " fEE W R
J T, Carr % PV B 7 5 CD4 B BE TR RN L K
i FMDV £z e #:M, 8K 7 CD4" T 2 i X HLIAR AT

FOE¥ LA
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FMDV 3L, $&m R e B2, 0 iF & At
v B A EEEM. bSh, Michael 55 P2 [hkHz
ME ZH FMDV A B35 b 5 R B Fh (10 (e BT 3E A 2 ik 15
B, R B A TS5 e PR B Rk e e S g, (ERBE
SEETIN FMDV By, DK, CRISPR/Cas FHARTE
FMD 578 RIWF 5T R 3G 22, H B R B = N R F
FATEI, TPL2 RHAREBZSE5LZMESEQRNIRRS
oy K p . b kR TPL2 JE[R 9 PK-15 40t 2t 4T
R, HRBILH B 9 R K SRS 2 R 0,
IEARREERR TPL2 BASHIHI TR E S B FRE, |
HRBNE S, AR HERRERAEA SRR
TR S R TR DR HER EHUR T R HE L .
Ja 8z AMARAkIT 7T T KLHL34 4Rf5 & 171, RAB20 &
1. CDGSH & #kHi45 115 & 11 2 (CDGSH Iron-sulfur
Domain 2, CISD2) . TRIM3 & [, & fas4h i 18 R
FH<E T 1 (LULLD) FIF =% A4 7KJi#lE (Leukotriene
A4 Hydrolase, LTA4H) , %3 KLHL34. RAB20, TRIM3
A LULL1 2R 2 50 5E & s Al N £ = s
W, CISD2 &5 H ik Ry ik, i KLHL34
M1 LTA4H 7] 5 FMDV W95 88 7 BAE R At
W EE K P BT ERWFgT, W98 B B Ky g
KLHL34. RAB20. CISD2 F1LTA4H & A i % PK-15
Yl Z DL K TRIM3 A1 LULL1 PR gk B A ot 35 3k 4 i
Z, RIS T KLHL34, RAB20 F1 CISD2 A
i) F 08 BA N FMDV Z $IFU{E ), LTA4H. TRIM3
A LULL1 SR &R FRFEGEGS I %] FMDV & &, H
#— 2 SC T TRIM3 FLULL1 %5 A 1 35 15 2 (2
FMDV & i, AE AW FMDV & HIHLHI IR AIH]
FAEL AR R F A FMDV IE RS % .

3INGEERE

WEE RN R ARG e, HERSPUREM
SUERIR O BUR T8 2R, ARREEE R
T3 M DL B B MR ER (R T A B . MR AR ZFN
#| TALEN, P -£[2n04-] {2 i/ F i CRISPR/Cas £ %81
PR AR R, FNE RGNk A, H
FEHEEANRCR R BIRIESET, A& EHUR B Mk Tl
FTARA LB .

REERGERHRARES IR B b RILHE X8
73, (RIS 228k . 4 BT R R R gwR e R 4 R

LAORY /%S
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PIEMENsty o

RS, ERMERAREEEDURE M8 H
AR FE. FMEERR AR, FR G R R
Bt — P E, FRNHERERNSR . @ik
PRI, Ry, BEAMAY. RSAEE2HYH
AR, BT DLEE e ThT AR R I R Y X s ATL AR () 52,
MIfi & B 24 BEA AL R GmAE TR -
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Abstract: With the development of modern animal husbandry, the intensive livestock farming improves the efficiency of
rearing, but at the meantime increases the risk of transmission of infectious diseases, which has a serious impact on animal
husbandry and human health. Traditional drug treatment and breeding methods have limitations in dealing with the diseases,
and it is difficult to solve the problem at the root. The development and application of gene editing technologies provides a
new strategy for disease resistance breeding of livestock and poultry. This article reviews the development of gene editing
technologies and their application in disease resistance breeding of major livestock such as pigs, cattle and sheep, focusing
on the application of gene editing technologies in the prevention and control of important infectious diseases such as
porcine reproductive and respiratory syndrome (PRRS), swine fever (CSF), African swine fever (ASF), bovine mastitis and
tuberculosis (bTB). It is expected to provide a reference for the further research and disease resistance breeding in this field.
Keywords: Gene editing; Breeding for disease resistance; Infectious diseases; Viruses; Immunity
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