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8 ZE. CRISPR-Cas AR BN LT AN ZEALGHRTAH. BT ZALRGHBA
4N, CRISPR-Cas 28 TR M A TRAREEH., LR ABBALARETIAE, EHTADT
AZAIRZ T, K, AR FRELKE CRISPR-Cas AL LA ZE T —2 k4. 5
CRISPR-Cas %4 A8tk , #3)ik 45 LMt (mobile genetic elements, MGE) f£4% EBg6qifdz T, 75 %
RAE) R ZLHEP T 545 2 DNA H A @A B e ek, 18 )L, AVRILT EA & Ak
#9 CRISPR #8 X 6945 UHF, €T WANF DNA ¥ed 245, FloF 3L &40 T %A 68 ) 2 2 AR K 09 AF
RERTHOEE., AL EEZ/NBU4F Kk CRISPR-Cas £ %8 % 46 UM 649 BF R 7 6 F= i A 3
VAR L fk4-69 dCas9-transposase & 4ot i Al Rk, L ¥ if42 i 7 CRISPR A8 % 4% B UAF Kk k49
FR AR A EBEK, ARARRBEIENLRETQRET AEXEINL.
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However, the low efficiency of homology-directed repair (HDR) limits its application. Unlike the

CRISPR-Cas system, mobile genetic elements (MGE) can insert DNA fragments into cell chromosomes

without the aid of HDR. Recently, it is reported that CRISPR-related transposable elements can guide

targeted DNA insertion. Their transposition mechanisms and reprogramming abilities have brought

novel opportunities to the development of this field. This review summarized the research progress and

application development of natural CRISPR-related transposable elements in recent years, as well as the

applications of fused dCas9-transposase. It proposed the application prospects and potential challenges

of CRISPR-related transposable elements in the future, which provided a reference for the development

direction of gene editing tools.
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F4 7 () CRISPR-Cas9 il CRISPR-Cas12a &
g5 H ok B A e ny 356 R g i T AU H
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Figure 1

Recent advances in CRISPR-associated transposable elements. (A) Homology comparison of

Casposon and CRISPR adaptation modules. (B) Homology comparison of the domains of TnpB, IscB and Cas-
effector nucleases. (C) Schematic diagram of the applications of CRISPR-associated transposable elements.
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Summary of the relationship between four transposable elements and the CRISPR-Cas systems

Table 1

Name Types Composition Relationship to the CRISPR-Cas systems
Casposon  Transposon Terminal inverted repeats and casposase Casposase is highly homologous to Casl,
the integration process of Casposon and
protospacer is similar
TnpB Transposase RuvC domain TnpB is highly homologous to Cas9 and Cas12a
IscB Transposase RuvC and HNH domain IscB is highly homologous to Cas9
CAST Transposon Left end, right end, CRISPR array, Cas protein MGEs capture CRISPR-Cas systems for

and transposase

counter-defense

DL 5 JE A 6] By 51 (protospacer) A {LL Y #¢
AL R R T 555 CRISPR 3 W AR B 2 1]
[ 225 18200/1S605 SR AR H 3254 1% T
Ym b B9 5% ) I TnpB I IscB B A5 Cas9. Casl2a
[ IR H) RuvC A% R B4 1430, 7 RNA B4 &
CIRYSTR5 - SeS 1L AT TR S e € 1 YN 2 3 AR
CRISPR %0 2 [ =22 i) (56 22 181926281 53 o
CAST Z 50 11 5 [H] A [R) s 2 i 1 2 e it 3 1]
CRISPR [EFHI cas HEPH, A8 FRYAHSCHEFI )
e L B AMEP B R T B shistfE o F (mobile
genetic elements, MGE) #l1 CRISPR &4 )& 1E
K Fo [N, ARSGEESE T JLEXTF CAST
ARG ) e AL R B R e, ARk TR
Rl B XX 2R R G AT R B s Ak A, D
S I R ) G AR RN R T B SRS . B
JG, ARCHWENAT NTEE dCas9-F il
(dCas9-transposase) B MEFIN H (& 1), 12 H
X SR A R S A 2 1 R TR

1 CRISPR % i X # B LA 0 &4
53 &

Hal, WP EM1% % T Casposon!'®'
TnpB'® | IscB!"FI CASTR*0#h CRISPR %
Bt AH TG JE ST AR IT A T 1T e AT A Rk IR e 25 4
FIRE, Ho, Casposon. TnpB Fil IscB J&AH
XPSr A E TR, A E B E TR EAN
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5 Cas M HEABEFEFEHEN20 CAST
J&—F 5 CRISPR-Cas &4t KHK A2 Tn7 5 )i
T, B MURR Y BE DR AR A A TR T A ) A AR 1Y)
mﬁE[ZO-ZZ,?ﬂ—}Z]O
1.1 Casposons X R¥ FEF BRI 5 I &¢
Casposon H & 7% - WAR ELE 1, BRI I
n] & ¥ % (terminal inverted repeats, TIR)
£ 25 1) BT W BE A DA K oo A R R R A
J¥%1 (target site duplications, TSD), Casposon
Y 3L K iy Casl RYIRJEY (Casposase)
Fl—Fh B % DNA 458 (DNA polymerase B,
PolB), iXPFP# 17E Casposon H i JERSFIH
AT, RYEXE Casposons FR GG E T
TR #E CRISPR-Cas R4, Casl
%2 i A CRISPR P31 3 1 483 B 671 53 4 4 1
DNA FfIE Mg it 12153, Casposon fig % Fi il
AW BEIRALE, 24 casposon JE Y Wl 5
BREEM) , TEHLE W E, B casposon Z [H]
#R44% TSD 43Ba T, JE i Casposon 45154,
X AL F A3 R B BE, CRISPR B4 Ji £ ]
W% ¥ %1 (protospacer) fiLSG# & 7RI T &= & T
51 (leader-repeat) M FAL, MIMIE B T “[H] BR
T-EE -l ba 1 i 5N 5T R,
Casposon 1] LAl CRISPR —#¢, {UEE Casl [H]JR
Yl JE LA casposon Fi SR 5 H bRz 2517,
H.fh Casl Hil Casposase 73 EL I protospacer
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Kl 3P (reRNA) 335, JEAUH reRNA-
TnpB BMEZE I G Y REB I 5'-TTGAT 1)
% HEF A1 S 3L ¥ (transposon-associated motif,
TAM), F£7E TnpB Y RuvC 45k 1976 R 52
PREE P A A0 ) BRI 20 AR 2R LT CRISPR-
Casl12a RG] HAn R 1t , BIH crRNA
5151 Cas12 P PAM 557 M 52 1 H A5 3
HRGTEE AL [RlREHD , it IscB 25 1 AY 4% )3 1
VAR — BORs R SF RS, TS b —
LT gRNA 1) oRNA, B LI5S IscB &
FIR] ATAAA-3'H) TAM FE41, AT 58 i3 A
F A g 1) 20

3T TnpB. IscB # Cas9. Casl2 J¥ 41 fl4k
FHT EEXS B, AW B 2FHEWT TnpB | IscB 7]
e Cas9. Casl2 BXEREGAYALICE* ) AT
14 25 1 4548 R D) B B A e AR S i A e 4 A
TH B LIRSS . Casposons FK G ET5
CRISPR i W BB AU . TnpB/IscB FIZL LY
%R Bt A AE AL PR 35 2 B T 5% e Je A1 CRISPR-
Cas REGZMBYEFESCHK, XU #E HE T ak
VR AT DI s g e, B g TR HeAh,
TnpB. IscB 73 F K/N/NT Cas9, 2&—JEHH
WH B ERIE Cas R, BA1FE 17 HEKA
i T HAL, SN BORSH HL2 W M S RO IR T
FERE T TS .
1.3 CAST RS MFITI BE

B R Casposon HI 1S200/1S605 % JiE -1 4%
HAITIEIEE 15 CRISPR-Cas ARG, {H
HAEFREHNHA P2 E CRISPR-Cas RGIFA
KHE, 2017 4, Peters S M BE A1 ity B o O
WFEIVF 24 A Tn7 %)% 71 mini CRISPR-
Cas RS, LZARBHMAEN cas8f-cas5f (casSf-
51). cas7f F cas6f 3 FF1—~ %1 1) CRISPR [
SWH AL, DIPRSF Y cas7f FE PRUFN S BE R SE ] tnsA
N EF, 8 if psiBLAST (position specific
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iterative BLAST) 7] 73l i35 &4 [-F BIBEH
JEREGA 1-B B PEMZE ToT FEF,
2019 4F, McDonald 2P\ EEFLINE (Vibrio
cholerae) Wi H-FRAE Tk A Tn7 5% ) Frh
f) mini I-F CRISPR-Cas F£[H 3, [F]4F, Strecker
AR AE T AL B (Seytonema hofinanni)
UTEX B 2349 FIAE 4l £ 2 3%  (Anabaena
cylindrica) PCC 7122 MR ESE Tn7 §5 08T H 1Y
V-K W% CRISPR-Cas R4t, MJ5iX ool
Fx & CRISPR-associated transposases (CAST),

CAST ERGHH MM E T TnT 51
LR TTIELL B CRISPR REEAHE L, A&l 1
Jft7 , mini I-F BYSE R EAL 45 tnsA . tnsB | tsC.
cas. tniQ KN CRISPR [F41, & A13L [F4H m%
TR, P28 Tn7 FEEF A NG (LE) FiAfy
Wi (RE) fuZE?) TniQ % 5 Cascade Z &&
B —REEERZEMNP, ST 1R
CRISPR-Cas #%t, mini I-F BIG/DIFZL cas St
PR, 2 /D G i B EEAX TR [l Cas3 BYZERA, HP
fEn, EARIEATLLIE® 17 DNA YIHIi6eE,
B 28 58 JU A AR 3 X ) A AP

S 5T B TG PR A 5 1Y) ShCAST AT 76 Ji2t
B AcCAST J& T V-K B! CRISPR-Cas &4,
145 tnsB. tnsC. tniQ. casl2k I CRISPR [4:
FIP RS XA R G Z tnsd FE, HA& K]
AEENAZ3M . Cas12k J&— P JCAZ FR BiHRE AL 16
PERY Cas12 Z84APY ) 5 mini I-F B &4 Cas3
B SRl T, mini I-F R4 M CAST 245
RENETE Cas AN B [ FIAH DG i e il 1) 2 [R] /R H
T 58 U P AN AR R I R, R AT
Cascade-TniQ Fl Cas12k-TniQ =5 it %% Jie 314
153 F AL REHE 1% R S8 T AR A4 i A
[ U L (R 4 7 B R AR |

Halpin-Healy 2" FIIG IR AL b Al e
fiE T M ZESLIRE Tn6677 % -4t ) Cascade-
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Ml TnsC WBCA T, S8 MU 175 dsDNA Y&
AR AR,

Park PR AE T3k H ShCAST #J TnsC,
RIRAEAFAE —BERR IR 1T (adenosine triphosphate,
ATP) MTHIL T, TnsC J& Il —> i 25k il 12 i
22, 5 dsDNA X5k — 2% DNA SEtHEAEH
M B A — AP 8 R ALK, EE] TnsC HEF|
Cas12k-TniQ. 1%} TnsB (‘5H; T A Nwss &) B
REEE B bR, LA TnsC RA M B0,
TnsC S8 5E 2294 53-iff B — A BR A S5 SR AR ZH 4, 1R
B R —> TnsC #4465 TniQ B4, T
AN E B ZY protospacer {445 [ a2 i g )
(& 4), N2 TnsC MR8 KuTiE ] T 4%
B e BE T, FLFE LAY TnsB 23 H 4% il &
TnsC f#3R, ML A S e P, Bk
W5 R CAST ZR G HE L 25 T HLE SEm

VR (N TRINYSE ™ 27 i v s
(MGE) #il CRISPR-Cas JETERKAFEMITE £-AR
BT EFE RAT A B AR R R B A R 5T
{H/& CAST R4 LA gRNA Ry 5] 358 MU X —
“HREIAT N, BB MGE AT LU 3518 32 05
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ARG IR T B T o s B AL, XA
£ “guns-for-hire” (5, 2022 4F, Klompe
UL AR E BT BRE R CAST MEHE
P o ATTEL Tn6677 B ST Ry Ui 0] 7 51 i
171 psiBLAST, % T 20 1~ [-F3 BIARSE, X
WEBH “guns-for-hire” B9 e B X AE AN A h 212
TEAER) . SCURUERE, FEB/D Cas BRI |
AMEM R EHIREN LT, CAST R4
A LR )4 A DNAM,

2 CRISPRH X #E T EHELE
¥ DNA k&

T B A A DA o L A
53 F WA SCBIF I8 AR vh w b B 3] 5 DR 1) st
4 4E . CRISPR-Cas Z 4t 4 5 R 7 (1 JUELAN
AR T Z R T, Bl CATCH #AR
5B Cas9 4% R B 35 V£ FIl Gibson 21 2% 77 1%
T A B e €044 T 5T R 100 Kb Y 5 [ 147481,
AR IF K% # iCOPE (improved CRISPR-
Casl2a-assisted one-pot DNA editing) AR
B FnCasl12a Z2{& EP15 #l EP16, 454 W1k .
BRI LA 100% 8803858 1) 21 kb A Bt
A e g, (RS E A (site-specific
recombination, SSR) M FHE AL ZHT
Jil £ TR AN At FR T fal A P R R g
BRI EY ™), [FEF, CRISPR-Cas /5
FEH TR RO AN R DNA B 4251 A 405
8 AR R RE R Y 248 DL A 00N i JLAT I
FEHE A& B CRISPR AH A% JAE To 44 1T 58 il &
TR B A SE AL BB A 1 B 5, AR
B I AR I v AL AR A AR TR R R
Y HE, BEAUETE CAST R G vl K B8 4y FE [ )
AP MEIHF A PP, TopB o] F E A&
it ) RL R 2 46181 JEFF HDR B NHEJ, CAST
RG] EHHE 11 kb M9 029 S DR R 6 3 41 1R
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PAM and is flanked by 5 bp repeats.

R, R as; TEMAN dCas9 B FHLHI, B crRNAG | S 58 a5 )38 .

RilE F5 e R 48 (dCas9-transposase) 1z =y 1K
100 kb (57 ¥ R B ARG R B LR 20, oAb T
AT SE A g T L AN 2 20,
2.1 X CRISPR ARG XEEEETTHE
DNA # &

CAST R G¢ 1) 3 (K E L5 ¥y 4 s T — Fp 408
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CASTHEATBIH AL F 4], AT FH 20 it PN 1 32 1R 2
H, HL£XTHADNAKE . HASCE ., A
J7 Il MRS ARE S M R A (382). Klompe
5P mini T-FAY R 585 1T s B 4 4 T L
INTEGRATE, % T E A0 AR B 1) 57 4 ik
A KBFFE  (Escherichia coli) F:H 4 ) H



SR %/CRISPR 1SS HHAVTS RN i

FAsi a5, Horb 4 B B0k 4 i5 TnsA . TnsBA1TnsC,
pQCascade i ki g iy CRISPRI4: 51 . Cascadeld f
TniQ, HEAA 5k g S LE-cargo-REAIDNAJE Y .
mini I-F R SR HI-CC-IPAMEL [, 54 )% T 1%
Py 3 [ 19 4 A & A 7E protospacer K Vi | 47—
51 bpkl, BJES7ER AT HMIEIE &S bp
MERFH (K5, RELREN, LR &
R K BE R 775 bp, A WA K ik
10 kbAy 52 W) B BT e e, XUiiZ ARG E
A BRI A v P AR R E
INTEGRATEE A RAKM B AE (N F5%),

HBERE A7 8 A I b, H T i A
D7 FEAN AT, BRAR T AR S IR YT O T A AE
HERER ) BT FRAESY, VoD rmini I-FAY R
4t ki A pSPIN (a single-plasmid INTEGRATE),
o 30 RS2 INTEGRATE A 2513 . pSPIN A L)
100%AY SR SE ALK 10 kb DNA F B G #E i) 4
Ao WFIEEMA, pSPINE: SA o BE K I 2] XL 1A 4%
JE , H G B A i SRR AL AL (T-RL) A4
A Ros I B R R 2, HORAA7EdR
AR AT . BT AT B S 1 R R

pSPINRG A7) — L LM B T4,
H AT AT 2L99% Y A4 852 B3 A B A A

BN S TR =1 MbLL PO, $E 4R
1B, ShCAST Fll AcCAST # 7 % 5'-NGTN-3’
PAM. ShCASTHY#% A4 A 322 % A EPAMITY 3"
Ui60—66 bpZ [f] (K5), AcCASTH YR F &
1 A FIPAMAY 334956 bpit, ShCAST i

AKIE10 kbAY T HIDNA , 78K AT i 5L K 41
(R 48RS AS7 o5, 29l AG I 1S 1l D e e
R LAI60%, T Tmini -FRSPY, ShCASTH)
SR HLA B A O b, (B — i R R
(NF50%), HIBHEEAL S A — & R, 847
T — L BF 5T Cas 12k Y CAST R G 1634 4
T R S [ A B4 B 43T 3RO

R T AR X CAST 2 58 i 58 W 3 [H 3 25
PE . PAMARIFTE . gRNAJF F1 F1 5 D] 782 5K 1)
RWW T A X R RGP, i,
RodriguezZ: P WE3F AR TE AT 1 2R AE T ShCAST,
AT K sgRNAFILE-cargo-RE 3 [ £ H A il
M pUCHRL I, fiv44 HCasTn, BEK il N
BLIHBR A eepUC kr A S B AR i o &5
R, CasTnfEZREAWE/REE (Burkholderia
thailandensis B264) H AL PR 5 5 17 4 1) 250K
e AT 100%. BEAk, CasTnl LIAEZE E A
TR R PR S RGN R, TR
YR (Pseudomonas putida KT2440) H5¢ %
11 kbR HIRA o ZMF R CASTHH R =
AT, FFEH T CASTR G Al LAy S2#1
Z 40 5 RN K R BEDN A G i 9 w5 2003 R 2 4 T
Ho SR, 4 L 4l b B 5 4 I DNA F BEAR
Al RE S B R EEE, R LB — Y CRISPR%%
JAE il T HARXE7E 2 A7 S SR [FDNA K Bt
B H& L, R g ) B, Vo5 PSIT %& T VChINT
FIShoINT A 4, H A VChINTH R Fmini I-F5&
%t . ShoINTHJH VR T ShCAST (#£2), KFWIF

F2 ETFmini -FRAKFShCASTEZBIEREIFENTEBYXTEE

Table 2 Comparison of gene insertion tools based on mini I-F system and ShCAST system

Origin Name PAM Optimal DNA load and Maximum DNA loadInsertion direction Off-target
efficiency and efficiency efficiency (%)
Mini I-F INTEGRATE  5'-CC-3' 775 bp (20%—-30%) 10 kb (<10%) Non-directional <5
pSPIN 5'-CC-3' - 10 kb (99%) T-RL 0
ShCAST ShCAST 5'-NGTN-3" 500 bp (50%—75%) 10 kb (25%) Directional <50
CasTn 5'-NGTN-3' 11 kb (91%) Directional

&B: 010-64807509
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(A) Characterization of the mini I-F system

pTnsABC pQCascade pDornor

msd tnsB  tnsC miQ cas8 cas? casé || TIR cargo TIR
A |

CRISPR
Target genomic DNA F
) 4
Ll x o

I

PAM protospacer Target

Sequence analysis of insertion j
sites v

47-51 bp

5 EXFBHFEBMRX CAST ZFEEFHHMTER

TE R FFE il ShCAST 1 AcCAST 1R &Kl

—|(B) Characterization of the ShCAST and AcCAST system [

pHelper pDornor
msB tnsC  tmiQ cas12l/c} EIRcargo TIRW
e
i ]
CRISPR

P Target plasmid DNA
& TEP

pTarget

{ )

PAM protospacer

B Sequence analysis of insertion

60—-66 bp v sites
[ |

A:TERIGFFE IR mini I-F REE0Y7R EE;B:

Figure 5 Schematic diagram of testing the activity of the CAST system in Escherichia coli. (A) Schematic
diagram of testing the mini I-F system in Escherichia coli. (B) Schematic diagram of testing ShCAST and

AcCAST in Escherichia coli.

THEBRH ARG RO %S DNA R BN
MRS, KRS T 20 8RR BRE
RS . {H ShoINT RS 1R i iy i #E XU,
FAE AR s A5 LA 5%-50%.

TnpB 7E reRNA 515 F, AT RABUNIREE
) 5'-TTGAT TAM J¥51, FF#EH TFif 15-21 bp
Qb 7 ARG PR R i B B O L (EAS TR R,
Karvelis 2558 15 5 M reRNA JF 5165 TnpB
R o B PR 20 G TR, IR LA 10%-20% 93K
RIEN TR0 HEK293T Hrg| AJEH 78,
2.2 AILREE dCas9-transposase fJ DNA
B®E

ZFNKIR CAST WJE & WFFEE A 145 dCas9
FUAS [R5 Tl i 5, 5 i 24 O vy A58 ) 22 TA)
WBTH, TECME Rt >k B A il
PERE MLAF A (horn fly Haematobia irritans) WY
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Himarl %% )& 2% M ABZ T H, M5k
W Himarl fizi ol LR KT 7 kb B9 BT P03 [H 4
AFEH AP Chen %P0 i A AN FEIE M
Himar-dCas9 Rl 8 F REFI ] sgRNA K5 5%
Py 3 PR G B K AT T A SO i, LG AR R
FeJE s Himarl $2 T 300 f5Lh b o BFSEREA,
N AASE 153 1) Jir 75 () 5 DX g ) B T DA g 2 5 g
Wi, JIF HARXT T HAs TA IF91H9 sgRNA i/ &
T () R 5% R 45 R BA — € W2, X R T
dCas9-transposase 37 . Al 4mfe . % & DNA
WA, HE, ZRGEEA IR
WG, Hizr ik B R UE RS MIF A 3
BoIE , BRI T AR A I 1 5 R 2 2 e R 1 5K
FHYE

Sleeping Beauty (SB) ¥4+ & 45 J& i 7L,
S A — MR SR R T H, S
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FTUIRESE A2 | e S R B, S LR
AP, BT, AMIA BT KB —Fh
RIERAIT T H, DIStBl AR A R A 5L
5 BIL RS . Kovad 25Nk SB100X
SEHERG (SB % EERGIY m A 2 AR R) 5 dCas9 il
B, UESE T IR AT R 7R 4 3k PR 4H Y L N
Ao BAEFW, CRISPR-Cas9 f#E [a #L I AT DA
R e R B R R R A DX, X T
AR AT K TG L PR TR 9 R S DR A
ATJ7 AR AL T A

Hew ZPYH| B 2L piggyBac* (PB*) #
JE IR T8 — N AR RNA 5] F44 8
HIE W], piggyBac (PB) % )i £ £ 9% ik BHAE
5 Wy R R A0 B S T A R G OB AR AN,
ARG R EBE 1>100 kb, A 4L E0 AT LR o
kil , TN TR AR PB* 4% e ol
MR TG ER A PB RS dCas9 il
4, JEFIH gRNA o] NS4l CCRS 7 A5,
X — SR WA % W 5 DX BB 8 L B AL B A0 B A P
4 25T A AGE 1o S50 & IR i gRNAs (195
ST DB R A e 2R, LI A A A
If TTAA FHIPY, X eefh A Rk kY e T PB
R GEAE A W) B A0 5T RNSE DRA YT 5 TG L o

3 RESRE

AL FEANL T IEJLE R CRISPR &
GEASCIEL e, JFHR T X R ITE S
CRISPR-Cas RELTELL MBI HE E YA RURATE
MEEJRETCE R S CRISPR-Cas AH 2 6 [a] Y5 3 [A]
sl M PR ZE R0 A&, RIS B FB, Al
DL B e ot A PRy 2 DR SRSy 45 A J5
Hean Casposon HHY casl. TnpB Fl IscB B4 {4
SFEY RuvC Z5#3. BRLA Bh A W05 Bt F B
G A T JAE P A U R AR T DA 7T 43 M 32 i X JS 3
R TTAE . [WRE, BFIEEATIAE 2 TAE R
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CRISPR-Cas 4t Fl4% JiE 1 Z [8] 1 A= 1) Z A6k
A0 R 19 358 4% 0 Ak G R R AL T AR 47 19 904K
W, AR T T AR A 2 1
BAEAILE] . PR, BA A 8% B e A D A
THZ RN ZEEME 2, UKk
Ji FLIE ] A A — M B R SR SR L4 B 5
Ji Tl

ARSI BZE R JLRP CRISPR £ G0 6 1 5%
JETCIF R Y R N g T 2Ry 7o 5L N 4
IR S, AT SRR . BT
FEMA . B EAE A R E T4 TnpB .
IscB G AZ IR M DI e 249 B 0 0E, E1AEXT
F Cascade B, Cas9. Casl2 HAH/NIEHR
<t s 0 3 R T L T R O e K
FYM, KRR TIRMNEESCR, THEE
B TR v 0 S 5 . R TopB . IscB B4
Gy 30 A6 LA SE BURS o s B 5K - Be DNA
DAL B R R T BN TR A S % (SO S
¥4 TnpB. IscB 28 T HF AT e b A TR Ak s
PR EARCE R R, HIRJE CAST &4
(R AH I R R T 3K 2T A R e A ik M S I
M RE T . CAST RGEM R KRIHET LIAE
AHIFHFE 4] DNA XUEE BT 24 Fil DNA #5165
PUHRI A BT, BLEE T RNA 515 1 e Bt
fTHM DNA MffiA. XERMATLFIH CAST
FR G5 A e TR 43 P A ) 4 AR DR B, i
A LA TRE 5T o AR B F T LURIH CAST
BRI HIRYY , R G 5L R A B0
PRI 2] 22 43 X 3k (genomic safe harbors, GSHs)
PUVARTT NI AE B . {0 CAST FRG0IMH; 4y
PR — 8 R BBG o 1 58 R T 5 R i )7
B 5 B it 22 () R S U S b AR T /D g O
Pt CAST ANifH T %E48 | JoIR 4 4 55 hif
FH, 75 3L T CRISPR-Cas9 11 CRISPR-Casl12a
BOEE AR SZEL, 4N Base editor 415 HY 5 &
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A5 AR 24 CRISPR I Red JR) VB 40 7= A=
H JCIE i3 K CRMAGE (CRISPR/Cas9 and A

Red recombineering based MAGE technology)™!

DL K dCas9 fif4E 9 CRISPR T4 (CRISPR
interference, CRISPRi)!®! Fil CRISPR 4 7%
(CRISPR activation, CRISPRa)“"H; A&, Kkn]
DA 3k 253 4 /N AR v B FRE A i I 91 5 Ak
DIRe kA IR X e R g . k&R
DNA i A8 27 45 DNA i A 75 2% 5 e Y
B AR G TN TS AFAE 1) 5 PR AR A e A P IR B T
PR, AR AT LU R R A S 1) CAST &40
ARk JRUBS: , ARATI A A — s ) B i 0, LA
AFR CAST RS MVilFHIRY psiBLAST 3
W& A ATEASR B B2 0 2 1) CAST R4, Al
DA AR AE — 1 58 4 3 25 10 /6 JAE T 1E 28 R GE e
% i1 058 ) DNA %036 A . CAST RGi45r+
A I RALTS AR E AT TnsC IR iE 22 1918
FHLHIA G, AR AT Tt X 0 bR fo i B 4 i
11t —2L 5T . RIS, TniQ. TnsC Fl Cas
HZ A EAE PR e E T DNA JfiA S H
B RN, KRR LIRS F 20 E S8 CAST
G5 AR B Ak T HE R s b S B RS E Y
DNA i A, £ 2 AR5 50 m R4 5 1H 2 46 e
o BN B R a] 9 R BN 22 A Y R A
BeEDIfe. HET, KM CAST REAIHAtE
AR T FL o P an i 3k R gw i, H 2
dCas9-transposase 4t A] LLAE NS4 e S 0K
A BRI . TEAK, 1] CAST R&:5L
PLAN NS 20 0 25 B R IR 2 G i, B b i 4
TXEHE R S S E R G
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