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HE P =% vh 5% 35 4 45 75 (adenine base editor, ABE);2 #& F CRISPR/Cas % %t 7F & ¢ S sk &
Yh#% %, ABERITA THALE) KIAATE F 69 8% "%"S L2 5 (tRNA specific adenosine deaminase,
TadA*) 5 B Bk 4% 3R ) 3£ 47 0 B (streptococcus pyogenes Cas9 nickase, nSpCas9)fka~, I T 2t A F
YIDNAWIA-T>G CHEmIEAH, A IF AR, ABEZ R T % it it &%%#ﬁaﬁt}? r] B AT
it — R 74T ABEZE A AE R F (i F . KRS RS, BT EEaL4H. B
6 AL KT RIAIEDNAMS T B 35 75 X E B AR, i‘“”i}ﬂ%#f{éﬁ']‘# M, %/L,TABE
e e E. B AT, ABEA LA FEROGREIE ERGEABARNELERE A B S, ZX L
T ABESfEAL A AZ BRI T 4K, SR Z T ABE4 HHE AR 09 R RAE T ).

KH#1a  CRISPR/Cas; JIRE M BB RE g 45 4 HiRs g 48 4%

Optimization and Regulation of Adenine Base Editors
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(‘Department of Histoembryology, Genetics, and Developmental Biology, Shanghai JiaoTong University School of Medicine, Shanghai
200025, China; *Shanghai Key Laboratory of Reproductive Medicine, Shanghai 200025, China)

Abstract ABE (adenine base editor) is a single-base editing system based on the CRISPR/Cas system.
ABEs are constructed by fusing artificially evolved TadA* (adenine deaminase) with Streptococcus pyogenes Cas
nickase to achieve A-T>G-C single-base substitutions in genomic DNA. Since its development, ABE has undergone
multiple rounds of evolution to improve its editing efficiency. Meanwhile, a series of regulatory factors targeting
structural modules of ABE or related cellular pathways have been identified, enabling spatial-temporal control of
their activity and greatly expanding their applications. Currently, ABEs, as well as regulatory factors, have shown
great potential in basic research and clinical applications. This article reviews the evolution of ABE and the investi-
gation of their regulatory approaches, and prospects for the development of adenine base editing technology.

Keywords  CRISPR/Cas; adenine base editor; regulation of ABE
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20164F, LIUSEI WAL 4 5 T-CRISPR/Cas
FR G5 il B K BR P g i 22 B r APOBEC 1 (14 i 35 g ik
H:YmAE 2% (cytosine base editor, CBE), SZE | 2 K41
DNAIC-G>T- ABL AL G 45 . 20174, AlATT Sk
& T K M B TR RO ERINA I W P8 Jid 22 B Tad A(tRNA-
specific adenosine deaminase), i id 7€ ) AL Il A
T CRISPR/Cas R 4t , 315 1 AEWL L IE K41 DNA
I FA-T>G- C Bl I 5 6 14 JIL e 04 g 2 O 4 25 (ad-
enine base editor, ABE), - & H E A 8 = i 450G
PERJABE 7.10WU A . ABESHIE g i 2% 1 40 v 1 1
AN R B AN 5] N XUEE W2 (double strain
breaks, DSB) H. TG 75 /MEDNAME Z R b, K A H
B g S AR AR v R TR

ABEWVZ N TR 7, 7R 2 1E etk gn
JRL L IERETAE O (R 8 A% R AR, A R R BT )
SR FU T E R R TR AT, B 0 I PR g
FRPIRZ W IR T 5 UK IR . SR, ZEAS [F) 20 1 28
R Bl R 2H A [F AL i o, ABEY) 9 48 05 1 AN 35—,
HAFEDNAPHIRNAZK P it #2011, 2 T [ CABE
XfFE AL e 4K I 48 152, IR AR B bR
iRNCTE TR N | 3 R T DN R T NI A
i ST ABESW 48 5 Ve SR L 1 B I TR A AR
F 75 (R EAT iEkG B A2, $2 5 ABES 48 05 1t FIRE 53¢
PE, R4 RS E R 2 48 RCRUS . [N UL, 2 STABEFS
T PRI T 2 A e P s 4B I ) B T [

A3 [ BABERIAR AL I 7R, /2041 % ABETH
PRSI ) 42 7 7%, B HLAR SR AMIE A % R 5 1)
WF TR, Xt HARK AT B R e 7 M EAT B2 .

1 ABEWJFLZFLL
1.1 ABERIF & K EEiFKL

H SR Jt Wi A7 7E BE B2 fh (L DN AJIE 4 Hh iR e ne
W B . 20174, LIUSEES 2P0 K AT 14 RN A
I 2 A i 2 I ik T nCas9, JE i 2 7 3L 4T ABE
BEAT T 7R 0% %, fEecTad AP R B 14 5E A1 58748, JT
R T fEHEK 293 T4 f 2% (Al ZHDNAH /i 5 Jlf i i
o SO I R M A 1 B ec Tad A* o 12 IR RZE WA it 22
Pt TT DS M EE A (A PR AL A IR B R A (), I B M WA
DNAEE 1 B 1R R S ERS (G), 18IS BRI A T %
Higte, WHA-GHIFEH . @iTiX—i&fE, LIUFIBLE
I % T ABE 7.10(ecTadA-ecTadA*-nCas9), Hfx
G i T I T T A4~T T

1.2 ABERYEMALIL

ABEIH it DL gt #E AL K w % (1) ABE

FECas951 5 T R 1 11 [8] B& 7 41 i iz 5 ¥ (protospacer
adjacent motif, PAM), H1[7]‘FRNA(guide RNA, gRNA)
5 HH5 DNABEZE A 5L <67 7; (2) gRNALS B Ab
DNA 7 #1 T F“R-loop” 45 4], FEBCLE I & ) B FEDNA
VE R BB A, (3) A MG 5 W45 & e — €
H“s AT B DI aells fEEAL. dia. B
Ik A2, ABEAELEE A 32 BRIV AR, i
AL, B A DA™ JE B AR S50 R,
LT mRE R R RS R R R . T R
RIZ L] B, B AR A B ABEREAT 148
b, FIH &5 0 a1, w4, EEE m
AR DT I, FFR W T R R IEFABES
BAS.
1.2.1 A3 ABE#F Magtiit  ABESwiEIG ALY
—FEARIAE AT o, AR SRR
SRR PR 2E R OR, IXOP 2 S AT BB TRk K
AR 51 ER A, AT DoE A 1 T BT B 2 R
Lol it 1) 0 N B 3PS EZE K = Wl 2] = - 3P AR i
FZ e A2 A, BT EA—E0, X P2
S BRSNS A M, A
Iy R B E . B =, R TE O, W
O JIRIE NS 5 10 2 JIR R e G B ASUR AN SA 5, SR ]
i, GRS, @I SO TS T Ok g
G T ) 2R AT TN AE B ) 3 BBl P 25 R 4 A
K AT A B ol e b A (] £ AR A S R A, A
ABER #5510 1) G B0 250, o = D] s 8 ST 7 1)
FET7 .

AL ABE H £ 514 ] LA i dm s 1t . LIUSE!
IS HEIMABE 7.1004% %€ £ {5 5 (nuclear localization
signal, NLS)# = I AL 05 1, M EE T FHIASGE
R Z152% ) ABEmax. i 2B dE1b B ik — 2
P2 1 Gt TG 1, GAUDELLIZE ! o it 2 il 28748 3¢
JE ik, 7EABE 7.1000 366k 318 T F g R
PETHZ4265 1 ABE 8.20. ZflHh, RICHTERSS! s
FH s B 1A 4 B 3t 4k B2 R (phage-assisted non-continu-
ous and continuous evolution, PANCE and PACE)#1t,
TeTadAMAR, JF & T P 4LHT ABEZZ /A (ABE 8efll
ABE 8s). HH1ABE 8elf)if Lt ABE 7.1042 5 3~11
%5, R gm & 0P K EA2~A111Y, ROTHGANGL
ZEUTRIKIRANZES5) 50 %] F ABEmax F1ABES .8 7E 4k
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N R (0 T T Hh gk AT T Rk 2k R A8 2 4R,
SEHL T PCSKORREAR, FRAK 1 Iy oI 25 FE i B2
7K, FE7R T ABEYR YT ¢ M e MFL 8] B IR 1
7o
122 4FxFABE¥e @) 58 B 69 k1L SpCasofik ifi
PAM/T #INGG, iX =Mk # fESpCas94| T T ABEW] 4
I (1) 3 [l 52 2INGG 7 41 75 £ R 41 73 AR i e B, 24
A L [ [ 0T DLE I (1) B iR A R PAMUT 51 1
CasHr[H; (2) ML ABESm & 1145 77 NS il AUtk
W FE N 52— 7 T8 I 4 v 1B 20 5 A R SR YR Cas R
I 28 0 DL B PAMBI 2K, 55— J7 [ @ i ABE4S
Rkl S B A HEA R S B g 4R o )AL

WALTONZ% M i 4 A [7] Cas9 RAZAAR . AN [F]
T AR 1 Cas9 B . 8) ABE max ™, #4727 LANG-
ABE max AR — RAIAAE, K g 5 1 4~5
MEHRY KB 8~ ML IR, #1717 2111 PAMIZE
F#95 B 45 NGA(SpCas9-VQR / SpCas9-VRQR).
NGCG(SpCas9-VRER). NGN(xCas9). NG(SpCas9-
NG). NNGRRT(SaCas9), #i & 1 P ik g 5 00 ) 7
#i %, RICHERZ! @ | 2 MiCas9R A8 I [A] J5 4
(1 ZR AN AR, 72Ok B o Y B0 PE (0 [N J& 1 PAM
WANE

ABER) 5 — N0 77 Al 2 U 4B T . 5
Ui T A Bl T4 T e s e A R R A KT |
(78 o5 e, R N )T i Y T 1] DRSS
W i RO, SR E R . TR AL
IhEE TR 7, BHEF AR DU 2 AL 5 B A [F) 58 4% g
% 5 1 P S B R PE R O, 9 DU & AN TRV
PR O G — R JABEAS f& . BAEZROp i 1
ABE 7.10/0¢ 2 5 1 J L Fh H At Tad A [R] Y547 1) 2 5=
P53 51), 0 A i B R ST P48 FD 108 55 v s i 4T
T2 MRA, KID108Q. F148AX 548 Al LA PR 4
Ui T 2 AS~AT, RN FRAS 1% 1 P 1 55 W
% E /R PEE A G 4B RO, B2 T ABE 7. 1010 dm B KE 14
PE. CHENZPUE it %} ABE Sefii & g ¥4 1% Hi 54 &5
Mo AT, ST R & DRI A S LR AT R AR i
1, RIDI108QFIL145THRAE 7] LLYS ABE Selt 4 4
& 487 £ A5~A6, NIHYE T ABE 9, J&/> 74EH
Frgmi, 2N BRI X B R AR S IE R AS H bR
A SIHL T RS UEGR . ZHANGS: P24 TadA Sefil &
7EdCas12f1(PAMAL B -3~0, & L7 & 1~20) L, &I
fECas12f1 741 5] AD143R/T147R/E151 A% 45 (dRRA)

Je , N-¥fi C-¥ifl & 51 N V82GEL V106W ] TadA,
43 ) J& 7 H PAMLE ity 1328 i (1) P 4> B 11, # 7~ Cas
5 It U Rl (%) 5 R s e JEC A T R Pk, 3k T R 4
WY EGER) . XA R R 3 5 (1 8 s kR, ik
PG IEMABEARAK, Bet% SEELSAE A R B brdw
.

H 7% ABE4m 48 % TR Ak 32 B2 ARSI 55 &
RN H by, B fiCastE (A1), BiAFTadA 5 Cas
(Rl 2 5 PP LA B 51 N\ Tad A A8 () 1 25 7 70202
RESZ IR ABESm % 11, H 2 300 g o O 1 F B
HB 2 g AR T EBR AR . RN, ClinVariids J2 F G>A
L GRARANAT £148% 1] LA ABE Selftt) 4 8 7 ¥ 1,
A7 T PAMIT i ) A 12~A 203 B = v 50K ff 0 B 1)
Xo B, FFR S O PR 4 % 1 ABES i
a [FRE AT B S A
1.3 $t3TABEAFRRIIL

FES2BR N 249, T SpCasofAF 4% K, ABE.s
AT T AAVIREE R IR, B 3% 5052 BRI,
DAL, W ABERR) A AR ik A7 A A6 A B - Fe il PR 52 1Y
ek, H a7 E T ABEAAR B4k 32 B R £ T/ A
M CastE A K R I BEIL . HARRINGTONZS 213
T BT EEA, RITAUH 400~700N 2 R
)8/ MEFR Cas14, 1H Cas14 5 Tad AR BT
Rt — B 7T . KIM&E PO7E gRNA B0 264l F
WS Cas1 25 JE FIJE I TnpBZIREE , ¥
dTnpB(D354A) 5 B & B Tad — RAKR S, I IT
H B R T B S 4 % TaRGET-ABE, HJii#f %
B . DAVISZERUR| F TadA* 5 AN [A] Fh 25 1 /) 44
M Cas9#ATHE, TR T — RINEAAF PAMIK
I NMEFRABE, $H9E T /IMA gn R 25 (10 S

K i i 4% 4% 55 1 1) Cas9 48 fANme2Cas9 (1082
aa) 1 izE /N T SpCas9 (1368 aa), HUANGS *F| H
M0 T A 5k B 1 A 3% 2 13 1k Flle VOLVER 3¢ #F (1 I 14
1A 5 B e 2 R4k, 5 Nme2Cas9idk 4 il i 1) B 4%
i e W /M2 A -PAML T B1) TR AR 1, 33 A A4 it i T v
WE B /MAFE ABEAE /A eNme2-T.1. eNme2-T.2 14K
57 s g 1) /MR FR ABEZR /K eNme2-C+ eNme2-C.
NR. LA 50 3 2 M Cas B A AR B I8 /N £ FE AR AL
T ABERIAFR, {H/NMAFIABELE I 5 0 25 Al 44 Py i
1% ERIRCR, UL T AR CasE A I ABEYS 1 2518
EEESINAERE T TATIEN
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Table 1 Endogenous regulation targeting the adenine base editor
ABERA L 1 AR E L svES i B K 22530k
ABE versions Editing window Average editing Off-target editing Reference
ABE 7.10 4-7 50% Off-target editing =0.2% at DNA level, undetectable [5]
off-target editing at RNA level
ABEmax (ABE 8) 4-8 52% Off-target editing range from 10% to 80% at RNA level  [10,13,32]
ABEmax (del153/ 4-8 40% Off-target editing <20% at RNA level [34]
del153%)
ABE 8e 4-8 18%-86% Decreased off-target editing at both DNA and RNA [15]
level
ABE 9 4-6 80% Undetectable off-target editing at both DNA and RNA [22]
level
N-dRRAABE- 15-20 25% Decreased off-target editing of miniABEs [23]
TadA*82G
CL-dRRAABE- 1-5 15% [23]
TadA*82G

“#1 [ YU, ABE 7.10. ABEmax(ABE 8). ABEmax(del153/del153%). ABE 8e. ABE 9% 7F X gRNAF415'—3"N1~20{7, PAM(NGG)N21~231i7;
N-dRRAABE-TadA*82G. CL-dRRAABE-TadA*82G7E X PAM(TTTR)A-3~017, gRNAJF 5" —3"41~2017

“Editing Window” defines the sequence of gRNA on position 1-20 and PAM (NGG) on position 21-23 for ABE 7.10, ABEmax (ABE 8), ABEmax
(del153/del153*), ABE 8e and ABE 9; PAM (TTTR) on position —3-0 and gRNA sequence on position 1-20 for N-dRRAABE-TadA*82G and CL-

dRRAABE-TadA*82G.

2 ABERIFRERER K B EE

ABEI it ¥E 4t ] BEXT AR R 20 . B d i
AN AESE ) 584 . — J5 THI, ABEA7-{ECRISPR/Cas
ARG EAT I gRNAREFC B FECY 55— J5 T, e v it
R R 46 1F TR NRNA, CasTE4 #i PEDNABE HL
T A AP AR, AHH7 SR T %5 (1 Cas R AR 1R 4% s 21
KT BEATL G SR04 St AR A1 2R ) 1R 9%
BA BT — 2D S BURS HEgm iR
2.1 gRNA/Cas{k#i T DNA K it S0 H 3%

gRNA ] i 5 58 DN AL 25 AR AL 77 51) 722 AE ol
T, AN T & A B B G o PR A @RINVA P 68 T 3% 1k o)
R o g e SCEE K, RYUZE PS9E45 T ABE 7.10
eRNAXHI A L A 25 2, FE RIS M SR K )
gRNAT] DL P ¥R 203 . 5 40 ff L% o 5 I Cas
[ Y5 25 1 B4R A BE B (R DN A I 5 S50 It 0 %,
KIMZEU H & ff B Cas 8 [ 48 /& Sniper-Cas9 [# {1k
T ABE 7.10fk i T-Cast A i #E 2%, A W$E & T
ABETE 4= 3[R 2H 2 B (1) RS AE B . LIUSEIG == PO B
A UR BT HAR R I Cas9 B [ 78 I HEAT 21 B AN (1)
DNA%E & 77 3%, BT ABEF I B0 2% 87 K A= LA 4
T LRE,
2.2 RNAZKERRELAYIEE

Tad A it 2 6 75 38 453 DN A i 2203 1 1 5] 45

BT RNAWLZEPE, 3 s 5 20 KT 1) Bl WL B
GRUNEWALDZ: 031 REESZE PIE 20194E & |
ABEFTE ™ 5 [1) 5 s HKF B . ZHOU S M)
ABE) #6347k P LR 3EAT T R G 53 ¥, TEABE
7.10% %3 5 5] X TF128A. DS3ERAE, BR# T ABE
(R 5 /K P i ¥ . REESZ5025 1 43t ABEmax ]
VR Z5E, KINAETadAH 5] AES9ABRES9QHRAR, LA
M AETadA*H 5] AVI106WZRAE 1] DL 32 §ll | HERNA
HARIEYE . LIZEPR I, TadA N RS 2R 153(R153)
X HAG K% OMRNAFESE F)(UACGA motif) RNA i 2
k% 4, M T R153(del153/del153* fllminidel 153)
f) Tad AFII/EE Tad A* RNA i #2455 3 41K

ABETEDNA /K V- FIRNA K “F- 75 5 Jiit 42 40 2 1
B K #5R, Al it 5 ABEXDNAFIRNA B 2 i 72 1) A
ERE R A LB, IR FTABEE AR BB A
B, X 3 — 25 5 ABE i # B A 52 7% 3,

3 ABERJIEIE ST

v L e 28 e e — T A 0 T i
A T e 5 11 5 e S A I B R, ) —
5T, Al B 0 AN 3 S e 2 G R R Y A
W B, DK, e BRI G 2 0 e 1 Y A R T
BOCE K, DR MR AR 3 B T Cas9 % 3L
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ARAA, LG G B AR 2 KOO B A AT, N
A ENGE . RCERIR T B X ABESS # MR
FHIE BRI R 4% 5
3.1 #XTABEZEEIE R HNEI 9 F

Bt Xt CasHr 1 &5 F I &35 4 400 i) 77 e % FR il
ABEW S FZ, HM4Em T ABERI kG HERE .
I B8 AR 117 A2 K G8Peps SpCas9 Bl 7, BEtE 5
PAMAH EAE H 45 #4358 (PAM interacting domain, PT)%%
&, FF LIS R 7 A Cas B8 1 HI3G PP, JTAZERY
RIUAE N A i i 1K G8Peo T LAKEABE 7.101#
Ao v A PR 1) B A 1 G B T 1 (AT~A9)e X PR
TEAE Sy FLEE SR 4H B A B AN /)N BRUVE G Hh T HS B
ICE 55 W R

TF R GE % SEELIT R [ Cas s H &5 M #7078
BT gw it (A 4%, SCOUAE R I BOds F9niE, Sem
Il R R FH 1 22 A PEFORS AEPE . X — 4% 7 X H 71
TECBEH 3 2] T HIPKAIE . WANGEEUH F i 45010
I 2 5§ 1 1) 771 (deoxycytidine deaminase inhibitor,
dCDI) 25 F 3 #t) 2 TtBEAR K R 4. (BETEIE H s fir
RUBIE PE R dCDI I, DR AS 23 7= AR HE H bR 9 48
1E B ARAL A, dCDISh 3 bl R, (BEWUE FF- i1k
SE [ it 22 DAIEAT A 1 ) B 4 . (BE R G (E /D Bl
1A I PeskONE 11 HE £930% 1 58 [7] C>T 4w 48 280 %
T e B [ 0 1) () VB R G AR = T BRI S A
(2l FE, AR A AL g s B YR 9T R T 7
HTHE A S5 H 1% 2 T EABE_ L FIMEH A F5
i — B IRIE

WEIFESITF R | —Fh 2 Dhie. 45 hil b
WS I ciCas9. 7E ciCas9H , REC24% #4384 Bel-xL
AR, HAEC-ui B I BBH3 . Bel-xLAIBH3E B
HEEW, WHICasOHIETE; AN TA-1155463
A Bel-xLABH3 2 18] 1 A0 B.AE H, 5 B0 W) f7
MAE S =K I DSBs.  [F B, ciCas97E
ABE. CBE. %3425 (prime editor, PE)%5 £ i
DRl gt 8 L H RSB 7RSI AT XA OT O K
I Cas9 S HAH G 4R T B4R HE 7 —Mpfaj s, 18
FH B 42 S 2%
3.2 $IXABERBEIZARHE S T

Xt ABESw 15 5 38 % JT K ABE/)N 73 {2 it
A, K AENE i ABERIE FH RCR I R, B2 = 7 I R B
FH A ) XA, #E R & AR SR R N T

HA R R 70, 6e% 46 98 ABETK) 9 48 K
JEFIR VSl . SHINGERUEE T2 a i 35 R4, ik
T 414 B PR E L&, RITHDAC1 /240
7R omidepsinif ot £ 5y J5 A8 125 2505 Al 4 4 4 B 11
Lk KT, Mk = ABE 7.10. ABEmax L JZBE3.
BE4max % [ 9 5 30% . i, ZHAOSEMF] ] 9¢
JHE ARG RS, Tk T A5 2 8631 FDAZK#EZ
Y& E , KIL T HDAC630i55) Ricolinostat 1
Nexturastat AJd it £ /5 4 48 78 25 1 R I8 7K, R
J6 72 | 1 42 75 ABEmax-NG AITBE3 1) 2 48 0% (K1) .
DA E T S T )/ oy TR 33 R4 56 HDACE 5 18
P R AEAE L, (HHDACIE B #1011 Xof 4 5 PR 24 119 52 1
J g o i e . RS R R A Rt
— Pl

| % Atk 3 2% LA 5 M 32 iR ABEYS P 1) /N 4y
T¥ a7~ ABE A% I 4 AE ) 2 Lk SR AL B 245
B YANGEEUIR XU E &R 4, =il &0 ik
/N ABEBE I, K ILLASB505124 KK — &
HITGF-Pid i 110 il 75 5 0% 4 57 PR £ w51 5 Pl il AR ABE
(1 gm 85 250%, BoR A R R . ABETESE R4
AN EIAE A G B0 RO AT AE 22 57, TR RS A L8 K
B, SB505124i8 42 T ABEFEJE[K 2 DNA H 34k [X
Sl R S e B I X35 55 M Y 7 R S R AR, R IR
R T . L E, SB505124 7] G i i fH
W22 #TGF-Pid %, T PHDNA S B T8 o 2 i e g
5% [X 7 (helicase like transcription factor, HLTF)H]
Rk, B HE FABES B R . WA A KB T
TGF-Bf5 5% ABERIREAE A, #2725 ABERIA
52 B 5 2 WA A5 5 W B 1 RS W, % T R BE N
R RN T ABESw I 35 A 13— D 4R
Z(E).

4 PBEEESRE

H AT ABE £ 4% B H T KA Z 7, g
T AR AR Ay U8 AE ) RSO I R H EOR
R J1. SR, ABEISAFAEIR 2 5 FR 1%, 7E4E M50
Bl LR BB KSR 25 42 55 5 T IS A £
=2

L g TR R A RO Cas B 6T PAM
AR, T PAM 81 5 88 55055 A7 B AP 38 B 1
ABE% 48 1 J5 PR 1. ABE®S: 8w 48 5 1 — i 7E
4~9f7, AT K B A s R L e R B T 1 S
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Activator for
pathway regulation

Inhibitor for
structural regulation

Ricolinostat
nexturastat A

Romidepsin ®

SB505124
)

1

TGF-B HDAC1/2 HDAC6
1]

1
HLTF ABE expression

-~ ~~A l
O
V/A\"/A\/a\"/,\ @ /a\"/,\"/a

Genom:

S

¢ DNA

A1155463
G8P

@] PD
D" D
PI
Bel-xL  SpCas9

oo
DD

El1 ABEMEIEFERRHGI(ARESE TR [36-41112250)
Fig.1 Regulatory controls and mechanisms of ABE (modified from references [36-41])

PR T ABELE & 7 5 o SR g 100 1 2k,
I Cas R (AL F EPAMITHI I 2 FEE, fElS
PR I R 4L 78 75 R0, Hok, I B ABER 4 48 B
1 mT DA e 2 R 2H 7 5 %, TE R g 7 11 Re %
55 KM g e L, 45 1w DA R TR T g AR
(RORG TR B2, T P B 1 G 86 7 10 T LA S AL 4R 1) 3
(R E AN fa ONTG L TRk ASHE L R
Z MABEAY A FE T K, W ABESE [7) & [R 4H 1) 78 55
FWH AR B ABE RN 3755

ABEMRFE K, i T AAVIHE 5 G235 1 L IR,
PRI 3% IR AF AR AR AL TT REI24S, EfF — Le i AR
FA S [ ol Je8 Sk 5 B AS [ S 8 ) Cas B SR T R i
B ABE, {HA[FI CasEr AR AETE AN TE M FI LR
T T ME LSRN, 1 SaCas9. Casl2f257Efl &
TadASe)5, % 45 % 1 B SpCas9Ag it 1 211922201,y
TG IX AR O, — 5 T AT DAASTIT R SR
B, ) Castl BB 28, ) — 71, SCEIA
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