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CRISPR/Cas-mediated DNA base editing technology and its
application in biomedicine and agriculture
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Abstract: In recent years, the genome editing technologies based on the clustered regularly interspaced short palindromic
repeats/CRISPR-associated protein (CRISPR/Cas) have developed rapidly. The system can use homologous directed
recombination (HDR) to achieve precise editing that it medicated, but the efficiency is extremely low, which limits its
application in agriculture and biomedical fields. As an emerging genome editing technology, the CRISPR/Cas-mediated DNA
base editing technologies can achieve targeted mutations of bases without generating double-strand breaks, and has higher
editing efficiency and specificity compared with CRISPR/Cas-mediated HDR editing. At present, cytidine base editors (CBEs)
that can mutate C to T, adenine base editors (ABESs) that can mutate A to G, and prime editors (PESs) that enable arbitrary base
conversion and precise insertion and deletion of small fragments, have been developed. In addition, glycosylase base editors
(GBEs) capable of transitioning from C to G and double base editors capable of editing both A and C simultaneously, have
been developed. This review summarizes the development, advances, advantages and limitations of several DNA base editors.
The successful applications of DNA base editing technology in biomedicine and agriculture, together with the prospects for

further optimization and selection of DNA base editors, are discussed.
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nCas9
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- PBS RT
ﬁfil +
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E&m‘g}iﬁg transcription
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1 BE3". ABE7.10®), SPACE™!. GBE""#n PE3"#y T {E/RIEE

Fig. 1 Mechanisms of BE3"), ABE7.10®, SPACE™! GBE!"® and PE3"%. (A) Under the action of cytosine deaminase
and UGI, the BE3 system deaminases the C in the active window at the target site into U, and achieve C to T mutation after
DNA repair. (B) Under the action of adenine deaminase, the ABE7.10 system deaminates A in the active window at the target
site into I, and mutates A to G after DNA repair. (C) Under the action of adenine deaminase, cytosine deaminase and UG,
SPACE system simultaneously deaminates C into U and A into U in the active window at the target site, and achieve
mutations of C to T and A to G simultaneously after DNA repair. (D) Under the action of cytosine deaminase and UNG, the
GBE system deaminates the C in the active window at the target site into U, and achieve C to G mutation after DNA repair.
(E) The PE3 system, under the action of reverse enzyme, install the base sequence in the reverse transcription template into
the target site, and achieve arbitrary base conversion and precise insertion and deletion of small fragments after DNA repair.
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2 3T CRISPR/Cas % % DNA #3448 2= oy
.
21 REHRBEUE

B 325 s 4 75 2 R [ sF 52 2 A R P9 i 2
BLHI . g AR 125 KF . iy DNA B
SRR R IRL I o Ry T I G R ) S RLOR
MR TIFZHMHER, 224, CHZMEH
BRCR I B g i AT R ok . A UDG
NS BIEYIRRE 2 (Base-excision repair, BER)
HLH& 52 CBES ZmifRCR ) EE N Z&, Ml
T UG (14 335 s Sfe H— 5 10 1l i 35 14 VT B 18 4 i
AR CBES 194 58305 . 5 4, Komor 25141
B 55— UGH Rl 43 BE3 th I & B & B i 4> 1
UGI 1Y BE4 A3 2Hb e & TS gn B 250% ; Wang
U020 1 30k BE3 MBS UGH o 25 dl
B TR RCR . AN, AT R e I g
B AR TE AN A N A 2 3K B RO R R G AR ROR
WA E {55 (Nuclear localization signal,
NLS) . T4k DL K AH 5l e 4 2 A R A Ak 34
T 4 e 2% E 20 PN B 223618 Koblan 261*%17E BE4
FRGENY C AR i AN A i 43 Al & T — 2 F 19 NLS
F5IP, (f BE4 MgmBRCEE S 1.3 f%; TEl
= i I S (1 (W P A L o W =W
APOBECL1 Fl nCas9 ik &, 7 & i T BE4max,
g BORE AR E T 1.8 5, W T
BE4max M guiBae, A fi]xt i ms e i s mig i1 7
My EE, £ BE4max HYFERE FIFEH T
AncBE4max. %%} ABE7.10 flfi 1/ & i T4k i
75 A AR5 19 ABEmax [FIFE 32 55 T 0 L g e
BRI Ak DNA BRI -t 7T 5 5% 0 B 32 i
%%, Wang 2058 55 3 55 5 3% DNA I 384k 2 B
CpG H 3Ab# X BE3 WS/ C 2 T AYZmiEsl
R R ol A] 3 1 07 %k 22 Flr APOBEC Al
AID AL, %A N2 APOBEC3A i & fiff
f) CBEs (hA3A-BE3) 7E i H B ALK F-Fi1 GpC —
AT R 5 v 1 XS B AR ROR, FE

http://journals.im.ac.cn/cjbcn

hA3A-BE3 JLfith L flA 3 /M5 DL UG #9215
#ff) hA3A-eBE HE— 4 T i S g R
Zhang Z:15WF 5 %k BLTE CBEs R N B4% DNA 25
& 4EFy g (Single-stranded DNA-binding domain,
ssDBD) RE 3 fin M 2 i 19 4 6 0 1 2o H 5 A
DNA [Ty, BT, Mf17E nCas9 Fi i 2 i
Z A4 A Rad51 & 11957 51 R 51 ssDBD #4) £
532 hyCBEs, RUIHHRE T it aeR .
Richter 254V fi Fi o g7 A4l Bh F e i 0 1 e 28 F
R L T ABET.10 YT B2 3T 4615 T
JIi 1 F 4 () ABESe, [Koh ABESe Ayt & 1 FH
W, FrAgniE g SpABESe 1E HEK293T 4 fitif
i RCR L SpABET.10 1 3-11 £, £ XA L
4, Hua 251% ] ecTadA*7.10-nSpCas9 (D10A)
RN e e AR A R 7R i
ABE-P1S, [K} ABE-P1S 454 s faj i, Fr AL o
R EM M 235 o HIXT T ecTadA-ecTadA*7.10-
nSpCas9 (D10A) &l & & 4 il 1Y #8 9 g B 4%
ABE-P1, ABE-P1S 7E 4 i i 8 1121k i o i,
XTIV ) S R RN R A B 1

22 I RmESEHE

ol 56 6 45 1) 2 B Y BT - CRISPR/Cas R 48
g, CRISPR/Cas R4S LE AT 2 PAM
FEHIRIAEAE , PAM AR K M B i) 1 35 (R 21 W] 4 S8 437
A, XRERBELAS TR A iz R
THATHAZ IR, W5 # 71 Cas9 H R [RIIEHY 54
B TR Y Cas9 AR A T £ R i 4
BEAR DAL P MR A0 g R T e R 3 A o
o N, FOk A 4 v M A BRI 1Y SaCas9 i H:
AR KKH-SaCas9 #t SpCas9 j= /L f) CBEs, iH
A PAM ¥ 3143515 NNGRRT il NNNRRT
(R=A+G); >k A HJE %5 3Kk & 1Y) SauriCas9 &1L
SpCas9 F=4: ) SauriBE4max F1 SauriABEmax I
A LLRBIFS 2 NNGG 19 PAMIT81 g cpfl &5
Jif e i ot 22 Tl A5 182 31 35 T CRISPR/Cpfl 96
Hegmbady, ZRGEARMES T PAM (TTTV,



RIEHE Z/HF CRISPR/Cas RHHI DNA WEMBIERAREEEYESMR I bR A 3079

V=A+C+G) J¥5IM, 5 4h, HfE%E SpyCas9 K
PAM HH FAE FH X 38k 46 4y 38 2 B %) 5k A e ok 7
Cas9 (SmacCas9) 1) PAM #H B 4E H X 5 A=
Spy-mac BE4max Fl Spy-mac ABEmax 1] DAiH jll
NAA [ PAM J¥51, (HHA PAM J¥51/& TAAA
A #5203t % SpCas9 #E4T TR i
Kim 2“5 % 1 T VQR-BE3. EQR-BE3 fil VRER-
BE3, BTN PAM J¥5145 5 NGA . NGAG
F NGCG . Nishimasu 25 Target-AlID 1 SpCas9
B oMb AT g SpCas9-NG RE4F X PAM
S NG 137 55 S BUAT A0 S o Hu 25 520 e
A%l Bl 3 2 0E Ak 75 O 6 75 51 SpCas9 Hl A8 S 44
xCas9,xCas9 1] LLiH 5l NG .GAA il GAT % PAM
FEA1, A 13T xCas9 Ff & 1535 T xCas9(3.7)-BE3
Fl xCas9(3.7)-ABE. #ixilt, Miller ZEB35 ] A T LA
i) SpCas9 A&k, B4 5 NRRH, NRTH
1 NRCH ) PAM J¥41), DT 580 i i 4 4 BE 6
XtHA NR PAM J¥3l i HbriET4#0E; Walton
SEBTE L1 55— A4 spry 1Y) SpCas9 28 4 /R
TXF NRNFHINYN (Y=C+T) HJ PAM J¥51 (1) fw F-,
(HR R AT FERE AN B, X R AR AR L ] DUE X 3
DK 4 A o7 a5, 054 7 2 4 o

2.3 PRIKAEE

JO B 4 A IR ) 35 i b A A ) I FH Y 32
SRR I S 4 R e i A TE B AR 2 M
AAEFUZEAR o XF TH 5L G 48 b A T I 10 2 i
RBEHE , — R N Cas9 5 AR S0 R4 Sk 45
B T Y AR LS 2 Cas9 AR A AT, 55— R 2
4 Cas9 AR A 1 25 Al AL 455 T s A
i #5571 AU/ Cas9 A S F g B8 4 6 O A 50
75 Wi sk & 7E CBEs 1 ABEs i fi FH i {5 L Y
SpCas9 754 . Bf 4 AU 1Y) SpCas9 5 DNA #L 454
MR B AP AR AR R S e A EAE T, X Rl e
(R RE ELAE S i G 268 b 100 0 8 XS , T v
TRER) SpCas9 B {AKRE Y /D ixX FlE R Sk B AR B
TEMPS, B, B4 ZTH5EH M SpCas9 28 {4
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IR TS R AR R S, i, BESEA
DA xCas9., HF-Cas9 F1 Sniper-Cas9 %5 i - H
fl] SpCas9 7 {A #4 ## 45 % f) xCas(3.7)-BE3 .
HF-BE3 #1 Sniper-BE3 #Bft A b /b i #0 4
25859 Ak Gehrke %504 {7 SpCas9
A5 R SpCas9-HF1 #i1 HypaCas9 5] A eA3A-BE3
I RE L T AR BB S . B AN, AR
L 2 B 2 103 26 0y X T LA R0 oA A A o
< BBOL02 i SR I S 3 e s Y TR
I3 B A O LT DNA A4 8 1A 52 305 5
L BRI R LU R 2R AL BE BT g B A ok
ROURLAE YRGB, TS o AR 0 T LA g
T MR R O A e A i 0%
SR I F DNA [ F4 E 4 BE 78 41 i v i 20 26 1k 9F
HS A iR, AR A 20 i v p K 3R Gk 2
34 R XU, o mRNA FI B A% & M
(Ribonucleoprotein, RNP) 7 4l Jits /b 2> 1R P4 [
fife, XRE DG AT BEVE R S AR, A TR
JREHE RS, , 11 22 W5 4 BBk 4 2 L mRINA B8
RNP FTE X T A 20 it e S BUA R S o Kim 25101
A AT S B 25 LAY % BE3 B mRNA
5, RNP 2 A/NRIR G, SEBLT A 20085 i )
WA B R 1 . Rees 250811 RNP TR
¥ BE3 S AMHFLAN AN, [a] i A3 K e Sk
HAF HF-BE3 DUFURLEE Je ity )y U A0, 25
REI, BE3 [ RNP &3 HAT o i 4 e b ¢
Tk Cas9 A 2B EAI AL, Zuo 20
43 31 BE3 Fil ABE7.10 7 5 31| /N B 4 i S0 I i
Hod—ANZIER , E14.5 43106 St 4 200 0 A0 1 2
YA, 38 2k 4 KL PR 23 A BE3 A ABE7.10 HYJIR
BN o RIS IEAG T BE3 T4 ) S AT
iR 7s 5 (Single nucleotide variants, SNVs) ~4h
283 4™, HiXtMEZHZ T 200 %, ABE7.10 iE4T4
f) SNVs Uil 10 4>, 5 SNVs 1 [ 4R & A= R A
PO HE— 3T R BL, BE3 41 90%% LR T
APOBEC1 B#1y GoA H# CoT R4, 5
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SQRNA BB #0715 5 R A KPP CBEs 43N 40
4 Cas9 A Ay Jod #0  BE FR] Sy i v W ot 2 it Sk
(IPNTE DNA ZEAIST, DR bt e 05 i e e I 2 6 Sk
5 DNA Z 0] 1) 35 F1 ) A] figJ& $2 = CBES Jw 4 # 47
SRR RO, BT Doman 28 TIF % iy
YE1-BE4 } YE1-BE4 AR AL &k /b T3 Cas9
WG I 40 i 4 o % T ABEs, H T I N0 i o it
TadA XJIK#) DNA 455 1A B #5055 , It L ABEs
FE 4 N 1B N A B AT iR ek . (SR
2, DNA TEHEgiE g if 25 [ RNA K15
HEESAT08 Atk RNA B BEL, AT LAE i ol i
fiti 5 RNA BT PSS A0 SO BRI 25 RNA
22 [ A A AT D B B RNA g 001
filn, Grunewald Z571% BlfE BES Hul 28485 A
rAPOBEC1 (rAPOBEC1-R33A 1 rAPOBEC1-R33A/
K34A), /%) SECURE-BE3, Jii/b T3k Cas9 K
M RNA JBEZ/E o ] & 30 25 i 240 1 2
eA3A Iif, RNA FBE 28 RARMES. Ak, Zhou
axl6813E 5 1) ABET.107148A g 52 4 ik 6. ABEs 1
RNA [ 14 56 48 2 i

+j CBEs #il ABEs AN[A], PEs 4 B & A ik SE it
RIEE, HLBEH Gk 2k T sgRNA (1 I SE A7
Mo TE HEK293T 4iffurh, FIHIC M EE AL Y
sgRNA %f PE2 FI PE3 (1) 4 445 Sk A 074 %
BUAE 16 A~ VAN A SRR AL S, AUHE 3 AN s P
N ERIY R uE L= S N & I S N W VATS SO T S R
RIKF| 1%, T CRISPR/Cas9 Z 4t i i 2
BRCR (Bl 60%), IEPH PEs R4 HAT Y
G 48 S 0L,
2.4 H/FT K4mEEO

B 325 i e A AL B4 T g S FERR O i
#7171, CBEs fil ABEs 4w % M T PAM J¥#
41| 118 3 2—6 bp B, 4-8 bp X k() 5 bp JL[F N, PEs
WA BRI giR e O, e EATEs —I %) 37K
s B AR 4, CBEs Fl ABEs 4t i [
HFETEZ A C LA A BRE I AT BE 23 Rl i
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A B, X BRI T B AR S R A i S
WO o 46 /NG 48 101 BE AT AU L s/ )7 1 A
B, BHHET, O E I R AT T Ak,
RS 4 /N T g R e 0. Kim 4 UTE i oy v
APOBEC1 1 45 4 S8 B & 1% % 1) YE1-BE3 |
YE2-BE3.EE-BE3 il YEE-BE3, {145/ T CBEs
F9 485 7 11 s Wang 45143 1 #:4% APOBECL K4
WA 5 hASA A B, AR T
hA3A-BE3-Y130F 1 hA3A-BE3-Y132D, 4/
G 115 Tan 257205 1o 7 - 00068 L M 2
(PmMCDAL) Y C AKim 4 PmCDAL #il nCas9
Z 1) W 32 4 B TR RE L 4 /0 T G 66 48 114 G
W\,

R A5 /N G B T T RE AR g 3 A B 1 RS
(S (7 R o S N AN =S SN K
TR G 4B T 11 BB o 4 35 R 4 S 1R 7 T 51 L
XFP RGAEE I, WAVREM T —SRHEE,
Jiang Z5%IF H SunTag f5 Sk R G 00E T —4
A0 BE-PLUS 46 3 4 45 45 REANS L 20 1 9K
] 14 bp. Huang2Z: (i FHERLHES 4 Cas9 7% 5
B G 4E A5 1 Cas9 2 11, i % 114 2 51 8-9 bp.,

25 HMEFIRF

H Ar Bl 3 T Ui B35 1 A 2I 2 B i) i 32 2
POREACRE SN E . L BE3 A, 24 H AR
L C MY LR T 0, g s, Ll
R G, gisceRERT ) pr R, Mk
St 7 140 B0 A e e T A Y e
Komor 21120 51 Fif it w85 i i 42 i CDAL 1 AID %5
¥ 7 BE3 iy APOBEC1, HJ# T CDA1-BE3 FiI
AID-BE3, fligmia$7E GC o 5 HAT B =5 1Y 4 4
B % . Gehrke % POF N N 1B i B9 A IR
APOBEC3A ## T eA3A-BE3, ffiHfilFT TC
B . 4N, Thuronyi ZUYFIFH PACE #5 ANt
CBEs "' APOBEC1 #4715 2] T P 5 I 45 1 B
38 [} evoAPOBEC1-BE4max #11 evoCDA1-BE4max,
evOAPOBEC1-BE4max X GC i & 2w 30R &



RIEHE Z/HF CRISPR/Cas RHHI DNA WEMBIERAREEEYESMR I bR A 3081

1 8 APOBECL 1% 26 1%

3 T CRISPR/Cas % % DNA Bt i+
ANEEYEZFHNA

31 YEBRRERT

FENZEALIR R, 2B E S A
ARG, TS g R ) R R e T ik
BN O DR 4R T O 0, )
B AR IEARBOR R ECAH TP 2R,
FI#i, CBEs fl ABEs & 2% HIok 20 E e . p-H
HORE RN . AR FC LS SRR RURE LA K T 780 33 £4 1 1%
R AT S5 e AR 5 9 2 28191 Komor 251 vk
T & th BE3 Bl i 1 oA il FLsh Py 4 g vh 2 1
PRI AH DG 9 A8 BV T, AT K 4wt BES HAZ% %G
¢ DNA FI-E 18 (17 sgRNA e 7k HE AL /N B2 TE
R4, H A E APOE4 JE[K H Arg158 %€
AR AL Cys158. ¥y« 2 d J5, flfiliy kA
58%-75%I1) Argl58 %kl Cys158, %A REH
250 ek /0 A5 BT R K 9 BRORE 9 KU Y TR R
Gaudelli Bk IF & ABET7.10 it xif Hi4l 1F %5
o5 AH DG AR B RE T UEAT T st A a6 R L
1 (Hereditary haemochromatosis, HHC) i % H
ANZE HFE JEH 56 845 iR G 3| A %72
S HFE & 1 9 1) Cys282 5446y Tyr282 fif ik
. Gaudelli Z:h4 4 f% ABE7.10 f#% %55 % DNA
1 SGRNA % Yu il i A= ALtk EL BRI R, B )
O3B N Y B AR M T X HEE I 4] DNA #EF75
T, 25 RIS Y AR 28% 7 ik
i Tyr282 %t f-[i) Cys282 4k, i 7% ik B
T ABEs 1E A 40 4 TE PR A O AR B H K
W7o B-Mb RV B I A — A A TR 14 fe B )
H HBB JE A 548 5[ , 78 H [ Al A< g 1Y - o
P T, HBB-28 (A>G) R7AZE 3 Rl
L2748 2 — , Liang Z£U8F| ] BE3 40 1E T Hi 3%
A I A I B 200 A R 1Y) S B A i R HBB-28
(A>G) MEURZAE ., B el 17654 HBB-28 (A>G)
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AR B HEK293T 2 Jifd ik 5 1 4 1E A 4 it
i HBB-28 (A>G) RASH A ATV, & MA1H
BE3 mMRNA Fl sgRNA 7E5FiF 1 & &0 1 b i)
Ihk ECL 24 5 0 A7 A % - 48 o 5 T 8 ) AR i
oS5 IAT 45.4% (10/22) 1) G-28 #iH%fkl Ak C.
Hrp—ARfiarh G-28 #ifeibhy C, 7EHAt 9 MR
farp G-28 Wik fbly AV SZBIFSEIE S ) i 2k
Y H AR AE NG T8 B2 B0 A AT AT
4, zeng ZUF) Bl ABA(N57Q)-BE3 %f BCL11A
JE LRI R - A TR, ANER B 1SS e )R 20
WA B, T ERT R TR T B I A
/4240 s (Hematopoietic stem and progenitor
cells, HSPCs) /55 1 L 21 &5 1% 1 R £l o

32 MBREHEE

BT Bl AR T A AR W 15 2 I T
FOR VLRI & B IR YT TR AR ], P
7 A5 I 8 N S g A R T A A ) P 2 SR
IR, T B 3 2 A AR A TS I A R R AR R
il s At TR R EAR] (B 2). /N SR LAY
BB, FEHRGHFT R Z B . Kim 2501
1E/NEZ A IR TR A BE3 7 DMD #l Tyr 45k
K B 2 11 i X B AT 5| AR5 7, mah3kAs
DMD I Tyr R f Bk /N BB AY , UE B T ) R i 2
B A DN S B S M R AT AT . Liu 208
INEZREBR A ABES 7E M 2 USSR S 1E
FHOCIEE Ar FIIEHR T A DG hoxd13 5] A
FORRAS, I £ A5 E FE B 5 I I PR
FER BN EABEL, BAh, Liu 20595 1 PE3 W)
M T AR WIE A ESE ] hoxd13 PAANBR L R AR
/N BRI 5 1/ BRI A, Liu 26179071 1 BES
ABE7.10 il BE4-GAM il & T 25 A\ Lo
FIAR I AL . FE RS, Yuan 2507
Fil BE4-Gam il 45 T B-1,4-Z W LS AL AL Bl 2.,
o-1,3- 2= FUAR JLFE 7% il A0 AT SRR R -N- £ I 48
SR AL BB I A R AR UE B 32 G 4 (R
T RSB RE & . S oh, ExTE
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" ABEs/PEs = ACG |/
| TAA \ — | CAA
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Fig. 2 Application of DNA base editors in animal model
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FLEhYy, A OFFE N G TS e AR SR T
BT e AR YT AR 22 it Zhang 45 1°Y
Bt XS N JEHR BZ I 1 A o A S A BRE T B8 5 Park
AL TOPVE e L O 11 2 o A A TCRE A )
i i 2t 4 8 T S B0 ik TR s 978 sl A R Oy ik —
BRI Tl BT IAY T REE T RS SRR,

v A R

FI AL 27 259 AR 056 40 M /2 H AR 97 e iE i
AR T-Brz—, (B9 4 A T 25 58 A8 i) 1T
YR AR o A P AL S 4 R S A A
ML 25 2848, AT A IRRE IR T SR AT 250 204K
5. Ma ZE 2R A 11T % 19 dCas9-AlIDx B 2 4
A A 02 MR 240 B P L 240 L Hh g BCR-ABL,
PR S T 08 M AR LR 1 L A A ok B
Je (Imatinib) BYFCHESEAE BT [FIAE Y SR K , Hess
4 TR AT TF 2% 19 CRISPR-X Bl 2 428 1 3
YE T B R I B HT (Bortezomib) T 24 4

3.3
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construction. SNV: single-nucleotide variant.

4 #F CRISPRICas %% DNA BA%#E
HARFER L o 8 B A

MALE T M FB, T, Hailk
K& & A A AR R R, et R
WA 3R F1, GRS R IR A BRI, AR K i
% T Shiaa A BERE o BRCEE S HOR RT7E DNA
KPR Sl AR e AL 5 ST 1 B, EEET
FUAR A R R AT Bl R B3 T3 0 A 0 0 1) 38t A 1
AR, ME TG H /T B A B ER N RECR .

FURT, B2 48 HOR © B b T s P i 1%
FIOIGE, fESCELTHR . RPN RE T LU

SR TR 24 0 4505 T UG T ) R
Y E R, Zhou ZBNE BE3 1 4iid
MRNA 1 sgRNA {1 it ) 458 32 AF B0 e, L2 % 4
a5 SMEY 2 KIH (Suppressor cytokine
signaling 2, SOCS2) SZHEL T AGHdmlE, IRIGHYIE
DR 2t 2 T F B A K M RE P B A0 TP PHE R G E . L
203 o) TR R R BES SRR [ 24



RIEHE Z/HF CRISPR/Cas RHHI DNA WEMBIERAREEEYESMR I bR A 3083

B S TR G sgRNA T A S 1 =F B AR G v, X
IEFAEA MR 5 (FGF5) b KL PR 52 9 &
R, BRI G L SR AT 4 B K T AR LR
ERDELZFHAERMNE, BTEEFMI, Liu
ax 17 F] BE3 ik Mstn [ H 7 4h 8. F
LAbEA: C 3 T 2848, MIMHERT ™ A 28 1k %05+
HILPRE, AT R R R A R BoR T
RUPLF R 4k, Li ZBGEEN] BE3 R 7ER &
4 it 240 AT BmE 21 it Hh -t BB A 74 S5 g i 4%
BRI, BRI g AR R i RO s ) B R
WA RO

B LR 4122 IR AT, SO Z 1Y 51
P E BV R A T AR SNPs i & 4 1k .
R 32 i 2 e ARKR X 88 SNPs 5] A F /R4 5 Fif
e, ATITBRVE I B PR . i, Chao %07
I FH B NEE A T B 2 25 R ) AR AT T X B 5 AR
R (Haloxyfop-P-methyl) £ i 74 19 /K &5 # £k o
Shimatani 2 171 F i s i 550 24 2 A 2 3R A%
T HiBREFI KM AR (Imidazolidinone, IMZ) #Y
IKFERIRR . T34k, Zong 21 1 AT B A kb
i I G 4 A B SR S AR BV IR R, 3RS
T OsCDC48 #if /K ff . TaLOX2 4 /N2 il
ZMCENH3 i £k ; Ren ZEPOFI A 1T %
F14) L 5 O T 6 S 6 2 rBEQ 175 K R (ALS.,
FTIPle. OsAOS1. OsJARL. OsJAR2 fil OsCOI2)
() i e 4 4 5 Kang 25 CUFI AR ) 35 F P ABET.10
(pcABE7.10) 578 T HIFITHY 4 HEH (AtALS
AtPDS., AtFT. AtLFY) F1 2 4MilZE3EA (BnALS
1 BnPDS). It4h, 5T PEs 7ERIY H i FH LA
TEEGE, B, Lin 2B poiE
FHIYI gl #s PPE3 il i R AF IR A 275 AK
A Z9F M IhE S OsALS-T2 JE K & A= Hfi
FAS (G-to-T). it , Jiang Z:12F| H PEs % %
Krp 2 MR FLRR G R ZmALSL Fll ZmALS2
PEAT G, A5 R R B AR H A 53.2%
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(33/62) HY S6211 ZE74L Fl1 6.5% (4/62) F) W542L %5
g Horh S6211 Al W542L W S AR R A 4.8%
(3162) Sz, BRI S AR 1 L TR R AE ) B A
R THKRMER, R TS F R REALYE
SR IR 1 [ A

5 R&E5RE

ZEICEEI], DNA B3 g 845 19 I & 0 3 1
S 5 S5 SR  E R BRI . YT CRISPR/Cas
A1 HDR 4 , B3 2 48 25 14 foc K pE 3t J vl
PATEAS =1 DSB A5 LT S B 550K o 1Y) 4 6
[ 2016 45T CRISPR/Cas %4t (1) DNA 5 K4
WMEBEVIFRES, HEl, OA & F7EgRERS0E .
Y 6331 PR R S R S O T A5 2001 DNA
DR BB BT &, AN, RUBLIE g 2 | AL
Ak Tt 19 5 G e 7 LA B prine S B 2 114 [ B Sy
BRI G AR AR AL T 2 k. BARE X DNA
i ik 2t 0 4 14 P00 T 3 R LR AR AR | G iRy
S 0 G S LA O TR T OANAS R R, HTER
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