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Abstract: Base editors are novel genome-editing tools developed in the past two years that comprise
fusions between a catalytically disabled CRISPR/Cas endonuclease and a base deaminase to deaminate the
exocyclic amine of the target bases, thereby leading to base substitutions in DNA or RNA. Two classes of
base editors have been developed, namely DNA base editors and RNA base editors. Two types of DNA
editors have been described: cytosine base editors (CBEs) convert C to T and adenine base editors (ABEs)
convert A to G. Base editors do not create double-strand DNA breaks (DSBs) and do not rely on cellular
non-homologous end joining (NHEJ) and homology-directed repair (HDR), so they minimize the
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generation of DSB-associated by products, such as small insertions or deletion (indels). RNA base editors
based on CRISPR/Cas systems could achieve adenosine conversion to inosine. In this review, we
summarize the development process, scope of application and editing features of base editors and highlight
their recent applications in bacterial genome editing. Finally, we will also briefly discuss limitations and
future directions of base editors for applications in bacteria.
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Figure 1 The mechanism of cytosine base editing and adenine base editing
e Ar MOMENEAZ T S S AL i A2 SO S R R s B ARIEEMAZ T P S ST A Ak T2 S I B it S .

Note: A: The chemical reaction catalyzed by the cytidine deaminase and the mechanism of cytosine base editing; B: The chemical reaction
catalyzed by the adenosine deaminase and the mechanism of adenine base editing.
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Table 1 Proteins or enzymes used in base editing tools
GE| A5 Yyl IhREERE
Protein Abbreviation Species Function or characteristics
AR G A il rAPOBECI  Rattus norvegicus it G A s EL A I, o TC B CC o i B AR A 5

Cytidine deaminase

hAPOBEC3A Homo sapiens
PmCDALI

Petromyzon marinus

hAID*P182X Homo sapiens

I A A o S S il TadA* Escherichia coi
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(D10A)
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efficiency is higher for TC or CC sites

AT LIRS A, DX A58 14 e 5 e 57 G
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Table 2 The architecture and editing window of cytosine base editors

L R 2 B HALEH G 1 i 75 3R
Cytosine base editor Architecture Editing window References
BE1 rAPOBEC1-Sp dCas9 -13—17 NGG [13]
BE2 rAPOBECI1-Sp dCas9-UGI -13—17 NGG [13]
BE3 rAPOBECI1-Sp nCas9(D10A)-UGI -13—17 NGG [13]
Target-AID Sp nCas9(D10A)-PmCDA1-UGI —15—19 NGG [19]
BE4 rAPOBEC1-Sp nCas9(D10A)-UGI-UGI -13—17 NGG [20]
BE4-Gam Gam-rAPOBEC1-Sp nCas9(D10A)-UGI-UGI -13—17 NGG [20]
SaBE3 rAPOBEC1-Sa nCas9(D10A)-UGI —-9—18 NNGRRT [21]
Sa(KKH)-BE3 rAPOBEC1-Sa KKH nCas9(D10A)-UGI —-9—18 NNNRRT [21]
VQR-BE3 rAPOBEC1-Sp VQR nCas9(D10A)-UGI -10—17 NGAN [21]
VRER-BE3 rAPOBEC1-Sp VRER nCas9(D10A)-UGI —-11—18 NGCG [21]
YEI1-BE3 rAPOBEC1 W90Y R126E-Sp nCas9(D10A)-UGI —14—17 NGG [21]
YE2-BE3 rAPOBEC1 W90Y R132E-Sp nCas9(D10A)-UGI -15—-16 NGG [21]
EE-BE3 rAPOBEC1 R126E R132E-Sp nCas9(D10A)-UGI -15—-16 NGG [21]
YEE-BE3 rAPOBEC1 W90Y R126E R132E-Sp nCas9(D10A)-UGI -15—-16 NGG [21]
SaBE4 rAPOBEC1-Sa nCas9(D10A)-UGI-UGI —-9—18 NNGRRT [20]
SaBE4-Gam Gam-rAPOBEC1-Sa nCas9(D10A)-UGI-UGI —-9—18 NNGRRT [20]
xBE3 rAPOBECI1-Sp xCas9(D10A)-UGI -13—17 NG [22]
Target-AID-NG Sp nCas9(D10A)-NG-PmCDA1-UGI -13—19 NG [23]
TAM Sp dCas9-hAID*-P182X -12—16 NGG [25]

FJEE T dLbCpfl-BEO, AILUXT PAM Fiif 8-13 bp
(ML NE A T amE, dREHRCRZ N 20%-22%, H
Indel H B AT AN AR 22w A i) T
KA 2 B gt (C B T 8 G 3] A B pyFE
PP HE T — ARk T H

1.2 RIEMHEEHmES(ABE)

ABE J&f Gaudelli 571 %, flfi1e ettt 17—
A, AnFF DNA XU I 0 R IEERA A% 11 i 24 L fe
Al A R BT, IREETFE DNA Eilfs & d b
R UM A AT CGT, 2 7 S R My 81) 5 MEE4y (1)
U 1B). W CBE Ay MM ne il A
LR BRI AT I 2 S5, SR PT LA & Hh AH
N ABE. #R1fi, HRETH AR KZ LIS DNA £
VI IR AZ AT I 2L/ . Irlh, JF& ABE 11
TR RMERL T4k LLRAE DNA VR AR 10 R ZEns:
AT A, O AT B MR A A S
VR R 0 T B A RIS | T B T R IR A%
1. RNA HR RIS . RNA Fl DNA ) 55—

R PSRRI R TP, Gaudelli 2611 Sess
R BE3 19 APOBECT ¢4l A EL 413H 1 AR R4 4%
TR, 5. RAFERIAN TadAP>Y ) A
2%k P i ADAR2PADAT2PY 5 N B ok T Y
ADAP | (B AR S ER R IEENS 1] 19 104 (e e, A
AN X LE AR ASRE LLAE DNA VE AR T
GILN, T i A\ T o i kAR T LA
YEFIT DNA B IRIERAZ AT I Sl . e KA
HKUFAY TadA VEREGE RER, FZHTLUT =4
I E (1) TadA J2—> tRNA PRI R I 2 S,
ALK (RNAME [ 350138 |- 8k RNA ) fi i
T I & A VK B TF . TadA Fil APOBECI 45—
SERETEE, 3 H TadA 5 tRNA Z5& K4
APOBEC! 254 ¥kt DNA HF% 21734, (2) TadA
AR 2 B S AT B N T35 770 (3) TadA
VER AR D) AL TR EE I BRI AZTE, A IS
F1 e N4 A R R I ) e T — A
TadA FIZZER(TadA®)EE, HIH Y dCas9 HATRLE
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&, AKX R T, 8 T T, F
HW RS R Cm RS 193 (iE T A
HAPRIE BN AR, ARG
J1o BAT M%7 1) TadA*-dCas9 F1 sgRNA i 1
8L P BRI A 48 Ay S RN | A e et R AR S 0T 4
RN, LSk, R8T 2 K8
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FEMFL SN AN M T i AR RCR AR AR, SR 3.2%;
AR Ao P o v R R ) S R A TR AR, R
2 AN TadA S5 2878 DI47Y F1E155V, $4x 2 4
L2275 5] A ABEL.2 155 ABE2.1 (ABE1.2+D147Y+
E155V), RIS R 1%, mTIRGBA TadA
LA R TR, b — il
REIE R, 55— ARG A (RNA EPIDO. T2,
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ABE2.9, iR E & 20%. N T E—H4R E g
AR, MEEIT T =Rk, 303 NS
SRARN 5 L84F . H123Y Ml 1157F, ik 26 5 AR5 |
A ABE2.9 15%| ABE3.1, ZRiECRIE R 2 29%. 2R
M, ABE3.1 fiff-4ie YAC o7 55 iy R EEnss | S bt
A7 1. (A0 GAG) R BACH LK . oh T IHBR ABE3.1
(PR, VEBIEAT T 25 DU A e FAR i e, $R %
4 2878 H36L . R51L. S146C 1 K157N, ¥H:
2| A ABE3.1 18%] ABES.1, {H4ERC%E Mm%
170% , VEA X L6 55 A8 1 5 AT BERIR T 11 5%
YL I E LS TadA HIZEH, T2k ABES.1

R 3 BRIZTHE LSRR LMTNEER O

Hh ki Tad A*Br 4 JFUG 1) TadA 158 ABES.3,
SERCRIER 2 39%, HAEAE YAC S gnfEseg
B3R T RBRAH S A S g AR Rk,
VEE PRI T 15575 L ReI i, 40115 %] ABE6.3
il ABE7.10, 4 nnliemE 47% 5 58%.
ABE7.10 () gmbE %7 11 PAM 541 EF—14 $]-17,
HXF AT 224 BRIV 5 A S R CR W R i
Ah, T Cas9 #1794, ABE7.10
(R HE R BTG, Indel HBLAYHTR LI BRI

5 CBE 26, @il #4# ABE7.10 H 1
nCas9(D10A), & T ZFH B 1 ABE 4w 1.
H., 4 xABEP®? | ABESaP”, Sa(KKH)-ABEP®%
(3% 3). X4 ABE T HATLIEGIAIE ) PAM i 5,
LR DA 225, (3 PR 4 v mT Rl e f) 7 st
%,

2 RNA B4

5 CBE #1 ABE i F CRISPR/Cas R4 T
DNA g8 A, 772 RNA L4 MK
i+ CRISPR 245, 1A FH O 4l iy i 2 S it
(RFEIE T . BFIRC 2 1) RNA i L
ADAR (Adenosine deaminase acting on RNA)Z ji% &
B4 ADAR AT LUHAL RNA 4 b A i 4% 1
FERRCETT, ETEAE R RNA B4 i
SRR SRR, JEIMSEEL RNA BB S
P ADAR B VA 2 ANEEMIE, Ak Uk
RNA 456 25 a3l 15 Ji i 9 58 e S i F 3o, I 2
SERGZEAIR IR RNA WSS 4 i R N A2z
P AFIER 4 A 2 1> ADAR ZE[1: ADARI
1 ADAR2, It4h, ADAR HYICHEEIGEEN S RIRE

Table 3 The architecture and editing window of adenine base editor

iR NS HRCHE S e L g N PAM 275 3k

Adenine base editor Architecture Editing window References
ABE7.10 TadA-TadA*-Sp nCas9(D10A) —14—17 NGG [14]
xABE TadA-TadA*-Sp xCas9(D10A) -14—17 NG [22]
ABESa TadA-TadA*-Sa nCas9(D10A) —-9—15 NNGRRT [37]
Sa(KKH)-ABE TadA-TadA*-Sa KKH nCas9(D10A) —-9—15 NNGRRT [38]
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AR ARG, IR ADAR HIBRIL AR AR,
ADAR X} RNA U285 44 o IR IEE A2 1 5 v he A%
FEHYAE L (A-C S50 A RCRE ™. FIfH ADAR
OIXSERs A, TR TIFZ RNA BRZEgmiEgs, WK
AR X RNA AT 100 50 5L 4 48 75 F
CRISPR /3 IR IL G 4B 7%

JZ S RNA A G4 2R 3 FpoR
W& : (1) K ADAR 254 (0% RNA 254 5 52 L RNA
HEATERG, RIS L RNA #Ei HFR RNA, Ff#55
BLGRAS I BRI AZ AT 5 L RNA H i At s e A% 1
P, R A-C RSTL, AR 85 4 AR5 (2)
ADAR W 2 S BF45 9 5(ADARpp) 5 SNAP #7145
(MR OO e 59 14 DNA-BE SLFE R I, HAT 5
5O E B RNA 454 036 Pk 7R
99 IR SNAP-ADARpp B S, IR X
RNA 19 50N 3 S RERS &M, FIFH SNAP
PR FIRIL SIS RS ESE A, % ADARpp 515
2 J7 L RNA Fll H bR RNA B B AU XA 708 3 4
FRUO(3) A A WETIARY N #1915 ADARpp #H47
Abd, IR X RNA 5 17 nt B BoxB &-R45H4 ik
Frmtd , R L WA N 215 BoxB & RE5HRY
FIHAEHPE: ADARpp 3152 H bR S 7ot
SR, TR RNA A g UK+
JZ L RNA F1 H b5 RNA FIRSIEE B AN #7150 A
S, FTUAHERSEEE AR, A, X RNA
A ST SL R ok eIk ADAR BRI Rk, %
BN (U0 GAN 37 15) B S R B

it , Cox % JF & | —F CRISPR/Cas 4 &
) RNA B 4 45 #% REPAIR (RNA editing for
Programmable A to I Replacement)!'®, 5z L RNA
IR S48 AR [, REPAIR 2 %0 F FH 28 15 (14
Cas13 ZE MBI TR, ANURT LAGRAE B 2 11
i, FER PSR BT, Cas13 EIETHE
255 VI A CRISPR IR, HA RNA #ZIRHNY)
TZEFIR, REAEAE RNA 515 FUIEI RNA, 24
3 NFIG: Casl3a, Casl3b il Casl3cP, Cox 2L
A FHEARIRR Cas13 &1, KPKH Prevotella

sp. P5-125 f Cas13b (PspCas13b)XJ#L3E K () T4
TEVERSR , HA S PERAT . T2 B R 15 Y PspCas13b
5 H(dPspCas13b)- 5 TG PERY ADAR2pp(E488Q)iEA T
AlA  AEE T 45— R Y RNA B L4 5 2% REPAIRVI ,
GARACR S, (AR ORE . EEENEHT
ADAR2pp(E488Q) NG At 5 S, Bl , b Tt
SERETE S0 U SRS X REPAIRVE RGEH Y
ADAR2pp(B488Q)i A 1 s 5 AR i g, AU 1 2 AR {4
ADAR2p,(E488Q+T375G) A JIi # % A i P AP (322 T
3ANEEE), f4 i REPAIRV2, AN T 52 X RNA
NSRG4, REPAIRV2 FSME R igsast, B
PURFEAR— B BN Aid, 55 REPAIRvI
HHEE, BRI g s vE I TR, RSk,
F REPAIRvV2 HAT S UBERMIEE, &
P —FhE A W I RNA g T 5.

3 WEMNESANEERARET R
M

S T G A A T 1 B DR 40 g R R
fAIfE . FeStEm, 2R TAEE Wbk, H
RO H AR BB 12 0 T NS5 90 A0 56 1 5 58 A8
BEEMREIRIT . Y R PRSI
HE 7 5  O RE L R A B A AT AT R
CBE i 25 S At 0k 107 FF T 200 57 0 R LR 4 2 4 %,
SR K7 THT PR 1 RIS i A TR 25 B B, L RTANAE
DA — e i 20 TR, AR
BHERERFFE Y, AR E0RH, e #am
HIERTA L MR SRR B R A
AP 4). TR R4,
3.1 KBHFE

Banno 55K 22 B 7EM FL2h Y 40 MR L B &
() Target-AID RGN TR, Ak THET
CBE W Z E LA gAY Frih, b1zt fl
JH nCas9(D10A)-PmCDA 1 1 s S48 , 15 K HE
KIATHEAFAE K BT dCas9-PmCDA1 (fAf
5N dCas9-CDA). Z5H /R, dCas9-CDA 1] LISL
PRI R B E A g f5(C B T), (HImiEReR
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Table 4 The base editing systems developed in bacteria

e JREE BT ] i 5 SRR AR \
i Foki Aty IR SRR s
Bacteria Plasmid Architecture . tng o tp'e s.1te References
window  editing efficiency
Escherichia coli pScl-dCas9-CDA-UL  Sp dCas9-PmCDA 1-UGI-LVA —16—20 3 sites (62.5%) [59]
6 sites (87.5%)
Escherichia coli pEcBE3 rAPOBECI1-Sp nCas9(D10A)-UGI-NLS ND ND [60]
Corynebacterium pnCas9(D10A)-AID™  Sp nCas9(D10A)-PmCDA1 -16—20 2 sites (85.0%) [61]
glutamicum 3 sites (23.3%)
Staphylococcus aureus pnCasSA-BEC rAPOBEC1-Sp nCas9(D10A) -13—17 ND [62]
Pseudomonas pnCasPA-BEC rAPOBEC1-Sp nCas9(D10A) -13—18 ND [64]
Klebsiella pneumoniae pBECKP rAPOBEC1-Sp nCas9(D10A) -13—18 ND [63]
Brucella melitensis pBmBE3 rAPOBEC1-Sp nCas9(D10A)-UGI-NLS ND ND [60]

TE: ND: 4udEed O seR s a MiE.

Note: ND: The editing window or efficiency was not determined.

2EFRER A B S AR =38 61.7%-95.1%,
A B 5 RN 1.4%-9.2%, FelddmiE e 1
k1 5 bp (1 PAM 341 F¥i#—16 %20 bp), A T &5
AR, VEFTE dCas9-CDA Y C 3l T UNG
I+ UGL DLRGE IR fRPR2E LVA BRhoTir,
AT Y gE dCas9-CDA-UL. LVA (5] AA] AR
dCas9-CDA-UGI i Feih v i an i # . &%
JER RN G g mT LA A 3 A 8 e
TrEigmis. R, ff]% PR sgRNA AR
AT DM g g 1 R A0 s 2 sgRNA SEKE, Fi
AT £ B PAM Y S AL . I 4R 4
WM 7 5 %1, dCas9-CDA-UL Ay JiiE 8 K 2 & T
dCas9-CDA, HJBHEAL s B AT B I A7 B D 42k

b, EEFFRZA S w2, 450 ERY
3 AN 5 [ iR, dCas9-CDA Toid—IR 35 =1
SRSk, {H dCas9-CDA-UL A] DL —IR 345 = {3 15,28
Ak, T HACRRIR 62.5%; iz dCas9-CDA-UL
AT 6 LRI 2878, WORHE Rk 87.5%.

FiRHTF dCas9-CDA-UL (A% 5L 4 b 45 AR AR % 25
W, A1 4 4 sgRNA 5[5 dCas9-CDA-UL
B 1) 2248 UL 0GRS SE TR (2 10, 12, 5
14 APEDL, Bt 41 M), SEE—Uot 41 Mz
SR NE B g, 7240 IERH dCas9-CDA-UL
FLGHR R %Y 1% dCas9-CDA-UL 4 S 3k

K2l B AE A& T 2 8 el S R R A, Jf
HLRIREE T H A AN SR 2 g, H B
TEERERMER AN TR . PRI, & 12 R R R
Heh A D RESE AR SR 34, (EAS—FE M2,
Gandelli FF7ETF &18 H FIHFL s 40 i1 ABE 11 72
H, X BRI T 2L TadA MBGERTER
WakFEhoe Y, IER] ABE R4 T LAZE R
B A RO
32 ARBENE

ZRTHIBEE TAES, BHIFA G A2 Tk
EAS AIRRIRAT IR S, T 25T CRISPR/Cas9 5{
Cpfl MEERH gmiR AR | (HIX SRR Z 3 K [F] 25
GERE SRS, — Wi HBEg i 2 IR 000,
Ilr, ok B P E R 2R B Tl AR P H AR A GE T
B E AT & T —F 28 . A 3L g i
#% MACBETH (Multiplex automated Corynebacterium
glutamicum base editing method)®", 1] E 55K
dCas9(D10A/H840A) 5 PmCDA1 #4174, #EE T
CBE %% dCas9-AID, HAWERCRINL 11.2%. K
TR gREERCE, YRR dCas9 Bial
nCas9(D10A), 47 T nCas9(D10A)-AID, H:ZHH5L
RPERTF, k5] 62.4%+8.2%. BhJE, i@t
BB, IR GRRET ], JF— PR T gEReR,
B PR () G B ORI i T IR 90%-100% (35 1R);
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PSR [ s} G 5Rah 31 85% (5 4%, —Jk DRI [}
ERRCRIRE] 23.3% (8 10). TEIXMGH, flfiTik
PO G 4 R G T A SRR R T TR A TR ek
¥, T3 RIS 3E pyk F 1dhA FEREAS SRR P e
3. fE, EEREIL g S A Sk R Gt
1184, 21 MACBETH AR BINSZEL T 94 /M54
ST R B R R TE (B ALK LIS T, Hgad
86%HLIE R Y S AR ASCR(C B T kBt 50%.
HEAR S Z A A R AT o T
CRISPR/Cas9 5 Cpfl S4B+ ARM L, S & |
AL, FF HgniEam
33 £EBEHEHKE. MATERREEBRE
SN E SR B AR OGBS, RO S 2 ML
il BT 2RO AE, T R IE FH 0 IR ) R iR
WAL iR AR Ty E%E, hdlr, kA LigRHE
KEAH TiWEFE 1A AAE 2 F09s i P sl F 22 Tl )
HA T 2 T e R g A 2 OO AT B Y
APOBECI! (fiiF N 3%i)5 nCas9(D10A) (C )i i
XTEN linker 17/l , W CBE 4 R4
pnCasSA-BEC, iz HiZgmi R4, fE&wOBAER
HElm R B Rk, 4 ST239 (770)H1 ST398 (1059),
SCLT A R R G, AR R AR 100%.
P T 4 v €0 2 R AT 1 [RIVR EE A RCRBAIE, PRI T
CRISPR R GA BRI SR F AR N . I,
T2 AR B N7 WA R b A 5 O 1 4 P (R
BRI AL R SR AR A S, ] SRR 2k
FEZ PR S A (LS SR e L TR L O AR e
B SOBERPR A T AR ) PR TR T
pnCasPA-BEC AYJEN 4k AR, Wang ZE7E i
A R (B —Fh B2 Tl A4, TRl —Fh
N IR TR I & 2581 CBE 4w 2 4t pBECKP,
PR T AL LA AR eAh, ok AR ALK
411 Zheng K FEME L sh P 40 M v T & 1Y) BE3 St
ar b A T K W AT TR A & R R (Brucella
melitensis) i AL R0 SRd g 100%, X
ST CBE MRSk R mi B AR i T R R MR =
TR DG D TR A R 2 ORE R R, A Bl i

PR EOR ST 25U . 25 80 R BT T AR
34 HEH®

TEH L T AR Y i 55 e b AR & T 5
T CRISPR/Cas9 5 Cpfl A RN 4H S A
AT DASE R B BE DR AR [ | B PR e/ RO PR 7 DA e
FE S SAR I AU L R 21 i Al e o ik SR
KRR T HER I R 4 AR R, Rt T
IERANT A RESE R 4L AR T REAG RS, (B
BAKRE, XEEHEAR M AR, — T
— UL RV EAL BB S A 1-2 S FE R A7 251 B
KA, b, XEEHORTTEAOM T HDR 5{ NHEJ
17 DSB mMEE, dEoeE e sk de s 58 4%
FFLABA BRI AE T DNA [RIVE 4 AE 1550
HERE A IE RN A . ik, ARLREFR TIEM
2 DA S (R 2 22 i G ) B B B S g 2, O
TE R W €0t g T (R U T ) 5 o T 5 T (B e 1
F-BR AR AR W) AT T IR AR, TE
SAZBAR T LATE X P AN R AR A b R FE TN BE, 52
UL (R 2 F i o R M R A
(R FE R 2 G Rt T —FP ARG AR T RIS,
P T 35 2 8 A %) 35 TR A4 A s AS R T ] U
F, Rz Ok sh DNA FAIGES
52 559 R AT M ) A I DR 1% O e 68 DA R AR TR
Wt

4 BE5ERHE

Bl A G 4 e 0 L K2, 43512 DNA I RNA
PSR AR , BRI A iR (5 B (DNA 5
RNA)HAT 80, 1 43 30 258 UM 1 it (. — i i
Xf)o 5 CRISPR/Cas R4i41 iy M i AN, i
Lot A T8 40 A B9 NHEJ #1 HDR
AR, T A BT 0 2 T 14 A T A S I 1)
et , PEMSE LR S, DNA TS giE a5 f
2 F, 3B DNA | C-G BRI A0 T-A 1Y
CBE F# AT #4 ¥, G-C f) ABE; 1fii RNA i34
FARTE RNA 7KF SR A 1 B0 U 1 (10 5%
e, ATRDATEAREAE DNA MREOLT, SEBE R ]
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Wi, HRT, SRR R EA A R TR
N, FEHT ASEERAHCR  RAR BEZ R
BURYT . MY RN PRSI S
IR NI T BRAESR, AT XS
HAFOUHIE CBEMAEM —2Ln) 8, WFEgmaey
(NI TE =2 AR DO 4R ahy g S S 2 DN B B
T A BRI TAE, s RS, tEi L
Cas % oI s S (PR SO B L2 5E) 5 IA
UNG 5 UG, 1tk Cas &5 2 ILHE 2 6]
X R | PR S AR A VR FHI R 55, 3R
HZP R CBE. S5%—MAH) BE1 AL,
EMERHAGESCRR . il giEnLE 2 . RN
REEDLS . IR T R R ARG R ) NGB
PIABHEIRTT 2808 T R AP LR

TEIFEAZA Y, B w10 T & 0 v Ak T
EAYE, BATE DB di i TP AR 2] T,
AAE KT BEFPEIRATE Y, I EZA
HURH, W EOMAERE . IR TT R
5 A T O 5 2 A FOAT 145 i LAl PR A
CBE. il CBE 7EHRE NG AL LT, 5
FERN AL S I TIRERYORTE , DAORIET TR
FEDH 1) 5 DU AR TREI Y . AR R FSE T
AN T ) S R 2 i, U] DA R EE 0%
FRTF SRR PR 9 40 P 174 32 DR 21 2B AR AR 47
PR o TR A AP E T B . Bl
SRR LSRR ZR S L, ARG TEA ARk
WA B 22 2 TR P ST B S R AR T R 4
AR, VEMIfEIE A2 AR A T RESE R 5T o
AR R, WBLA SR E, M i
CBE B AH X A 1 Kok T LA LAk sgRNA
BETF LA Ad S ™4 %) CRISPR/Cas R%¢, Bill
A B TSR g A, LA BRI
AR . 735h, fEANE T ABE J RNA 4l
AR R, XEHEARNE RGN — L FEEAH
PR H g 0 T EAR, TN A TR P RESE R 4 1)
Wi 2Rk . Ja, Mgl eskaE,
TE AR T & 1 dCas-CDA-UL i m, —IK

STLARIEAS 6 ML TR MIE ™ e
% 25 20 4 2 S 52—
SRS RALIISE, T ELKE R Toll LR 04>
TR TR
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