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%  CRISPR/Cas9fF 4 — M F A F 4t T B, B4 iz i A T R A fu B AZ Ak I 20w B, RO M 4
B 7 Ak o 5 R AT B KR, o T A R Z R HEAT RO BIE T B R X R, &I, A2 HT 7K H, CRISPR/Cas9
N EFRELEELEIGT 7 ERIAT RANE A . A% T CRISPR/Cas9 e 2 1 £ AL 3 11 T ] s T &
EFETFHRANIR, E AR ET % T AR KRR F Kl KRR F @ I k.

%4817 CRISPR/Cas9, & [H &7, 4 W, K 4h

CRISPR (clustered, regularly interspaced, palin-
dromic repeats)/Cas Z 4t /& 41 18 8¢ 7 41 &+ ARNA 3
IF] A% 1R A U B DL I B 41 U5 DNA BURNA [ — 3k 15
P S B 1 18 4 & . 283 i 9 CRISPR/Cas R G4
2 F T R A% B A% 36 R 20 DNA RS i o i, 1
R, SRR T R Ak B 3K B 1) CRISPR/Cas9 (Streptococcus
pyogenes, SpCas9) % 4; i ik — 4% 5 4§ 15 DNA J7 51
Fic, Xt 1) 5. B F 11 RNA (sgRNA) 5 Cas9 & B &2 & 4,
1 b B 1 5 5 DNA L 5 17 7 A S 17 22 (double
strand breaks, DSBs). DSBs— i it 3F [ 8 A ity 1% 2
(non-homologous end-joining, NHEJ) # 17 5 45 15 & 5
& E S AL [R)VR A8 52 BEAR I 175 100 T 3R A7 K 9 [) U B 4
1& 5 (homology-directed repair, HDR)". % Cas9 ¥ ik
N DD R NI TR B, BEAE XUREDNA Y — 5% B |
TE B 11 (1) Cas9 98 A8 4 (Cas9n) th 7] LA A T~ 1 538 7] Y
AL T AU I T SE 42 R 2K 1) Cas9 (dCas9) ) BE 7E
sgRNAWIEH T~ 5% EDNAFHI 45 &, # 2 H T
SRR IA BT ER B W 5 BRIk 2 Ah, CasO FK M

— AN SRR T4 B €478 %1 B B (Staphylococcus
aureus) ¥ 55 i saCas9 (1053 AA), [R 7 51 1 56 T 2%
5y B R AH R B (AAV) (L3, TE BRIV YT 52 &
k. [FEF, saCas9 5 spCas9f A~ ] [FJPAM (protospacer
adjacent motif) iR 7 A7 55, B — 20 $H g 7 L
7% A, CRISPR/Cas9 % 4 1k Ay — AN 3 K A J K] 4
FoR, O 2 R TR B AL AR R B2t
KRNI (R 9 97 2 AT,

BB T B A E ¥ 38 4% W) 51 (R 45 DNA,
RNASE) 51 AN N 20 i B4 23 o DL figd e i it — 28
R B IR AR SR A G B RVR T — R
T AN R 0 77 15 T RE cDN A 326 21 41 i 55 3 2H 23
A AR Th RE Bl e i 28 A8 1), R — S 3L RIR T
21 A A T R B I RS o HLIAS T4
NIRRT RCR, HH A A T E R R A (1) W
AR A ER A T 1AM R DR A BE LA N AT g2 X AL
MR 3E BSOSO AN E () A PRAE MR 5N R 2k
R E LR Py A, e 2 4, — 26 i sh gt
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ARAT I R AR B I AR HME R FH 8 i D8 T B AT R T
ZFNs (Zinc finger endonucleases), TALENS (transcription
activator-like effectors endonucleases) f1ICRISPR/Cas9%5
5 DKL g 4 T B 0 R R AT 98 365 A1 8 05 G il b R Bk 3
o i DR B 47 N Tl e Ak IR DLV o R TR R B 51 A )
PRI . S R I ZFNs FI TALENSs 8 B % ik 2% H 1) 3%
DKL 338 47 & B 9 45, {H CRISPR/Cas9 % 45 7% 45 L fij 52 |
e RN R R, L2 O H T SR T D R R
T H.

B 5L % W1, CRISPR/Cas9 R 4 Ak 5 47 25 Hh 4
SRR AL R, RSB (R T RS T R4
(R, Forh, Schwank 5 NURIHT T b BE R £ 440 1%
JE 52 A Cftr B2 PR S A T 51 62 ) BEME 2R 4R N b 4 B8
B IR0/ 2R A B 0T SR, K B B R Cftr R
A2 7 1 CRISPR/Cas9 £ 4 Al ity 47 12 52 BEAR ) 4044 3
NNz R E A, BB g IR 7 R IE S )
KaE,IIFRFIEFHIIRE. 3DE R/ MR EEC
LRI AT RSN TR KA B 2 8E, P H A&
WAL E I, U BB ST B E G R T
8 FE R A G0 N 6 97 U7 TH ) R 47 AT 5. 53 4b, AT
TR T A Cryge 5 R I AR 1) 1P B/ R (Mous
musculus)VE T SRR, K A S 1) RAZ I Crygedi: K]
[fJCRISPR/Cas9 7 Gt B B AR 3 A\ 3245 O o, e %
R A — RN R LR, AR
JICRISPR/CasOFf i i& I 1 K5 T+ 1 P BRI Bl A K Ji
40 B 1 AR B T 7 A A R R AR S, SRR
FEABAER 7 R CRISPR/Cas9 & Gi/E A+ FRMUE 77 A K
/N BRABE Y (mdx) FR) 52 K% B N BEAT 12 TE B0 1 5 R A2 1T
TR RNUE 72 A R ALY, 1X 467 F CRISPR/Cas9
16 1E A B 20 i B 2K D 10 A 5 A% 12 Bl P 268 [R] i P
T3 e Ae LR DR A BE A T i R RAVR T NS

SR TR, BEE SATA W 5ok B R g AR ROR, 7
YR BT RAEAR I EEDIGTT (R D). A EE LR
T35 JLAE R FICRISPR/Cas9 R Gi/E S A5 B bl AT 2
BRI YA 97 B RF 9 3

1 A )RR BRI IF S Bk

AT, 7R A AR SN SE RR T S H] T ERIR T
NPT (R D). RN R R iR T R T R SR
TESHA T BARCEF AR 55) 2R H A 2 A s
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AR R T PR A VR T RO (1A AR R 3L RHE T 4
TE SUNKE TR N A1 IR AT M A 88 85 2% 9 DL R 1
T BB, Horh, 435 RS 1) 40 B 26 Z0 e 4% 75
HUR NS 243, JF REAE AL A [RI MLAA S5 B AT B 5 F &
FEDhRE(EB)Y. R4 A L CiB L ZFNs /3 1 4
AL E] T IRIT BOR, fHCRISPR/Cas9 & 4t K] H i
L RO R G, O AR AN R A A R AN
IF] 1) S W HEAT VR T

1.1 @ 3 CRISPR/Cas9 £ 4 /1 3 il 5 R i B 9k 47
FPFRIY

S T He At 25 K] 4 8 45 R, CRISPR/Cas9 2 4t 78
H A5 B b 7= A R M 2R D s Rk BB — AN
CRISPR/Cas9 % 4t ] T~ 78 4 £ DX ¥ 97 9 11 =2 Jd 0
B 171 i [k Pesk9 35 TR DA B AR 400 it o e 1 1 5 2, kA

Ty e P R 25 mT DA BRI N B0 I3 1) XU . k2% 5K
ATV AL JE R 3% 1) 4 1 N e, AR Y AR A
NEE A S 'R T 80%, H HAZRAZH RENIK EH
I AT AR g . B e 2R B e R BR S v S
£ B [ Pesk9 3 [H] ) CRISPR/Cas9 7 4t ¥ AAV 5 73 3
A, 72/ SR HEZ0 ML H 77 28 T 50% ) PesK9 AR, Pesk9
FIAKIKF T FE T 90%, [F] 40 i 53w JH [ B 2 T
B T 35%~40%". SR I AN RETE AR P Pesk9
R 5 o AR RNE A, (RO B K — IR
B T F F CRISPR/Cas9 £ 4t /1T 1 2k DR g o ik A7 2
RYE T AT AT 1. X T 5a o BB, AATT A 1 2 T ik
P2 T WIE T, AR AT AT B 2 B T A
() I T AN 3 B B RIE T 1 7 KL ER X TR R
g3 G AR MR B N, TR R a9 7 1
AR, 5 EIREEGE T SR AL, 2 1 o AL
(age-related macular degeneration, AMD) & — M 7E B 4F
AN gl 2k WY 80 R 2 —, & Vegfa 2k R 1t %
I 5] R B 1A R R /0SB0 JR € 3% 7 4 i (retinal
pigment epithelium, RPE)H Vegfa ] LA £t VEGFAZR 1A
AP 2 K95 (1 P8 DL R . KimAF 72 415948 4 AMDIH)
RIFALEE, 1t ] Cas9H H & & W4E [n] i fr AMD /) B,
TR 1) Vegfan] LA 250 AR K 28 38T A2 1L (choroidal
neovascularization, CNV) ¥ VEGFA & H 1 & ik /K T 14
58%+4%, M A R iR 77 AMD.

B 1 AE G AL ORI % X AR B 2k . 4l A B0 #
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F 1 FlF CRISPR/Cas9# 1T 14 P I 44 S5 B 16 97 By B R A
S
I Wb Wik R4 J#3% Tk HIT R it % ;;i
\
1 Y% R L AE Fah" /N B pX330/5 #i, ssDNA oligo SR KA 0.4% <0.3% [19]
56 0 I VR B 5 (RIECasO 1 — P sgRNA) R EFAKIE 5 35%~40% x [20]
n 49K 3% 3% Cas9mRNA; i AH 56
1 i = R AL N ’ ARG % 3%
T AU 2R AE Fah™ /)N i 438 1% sgRNA, FALBL IR ARG 4 >6% <0.3% [21]
. ! R AH 9 7 — >R K SaCas9; —
h=n =8 sh N > o HL 3 f 00
i I ZRE A spfT N B, % i sgRNA, i 4LHEIR i I S 10% x [22]
o JIRAR G . — AR 15 SaCas9; o . .
DMD mdx 7] A i sgRNA JiIINES PR Y ~2% <1% [23]
. FEREATESS;  1.8%£1.2%
o . A _ ; ,
DMD Fohmachs, RS . FESKCSE i 25.5%29% % [24]
reemse WIEFES  6.1%3.2%
MR R . — >R 1A SaCas9;
/N B ’ R 5 %=+1.8% %
DMD mdx /)N B %1% sgRNA JULPA i 39%:+1.8% AR A [25]
CRIETNE
£ 3[R K B
PR BEE FA R FORE X L.“(Ratms Px330 5 ki T A A 100% 7 [26]
norvegicus) L .
A7 HL I 5
B2 ifil 95 F9 R A5 /N iR, px458, AR : ssSODN Y Jifi fir 2 E kR S 0.56% A [27]
Prkag2 0 HESE  H530R¥% 3 K Al AR K 2. — A>3 IE SpCas9; JR 1 Bk B Vo . .
2 HEFE AN B A i 5gRNA gy SO0 0.09%-048% 28]
1 o i
AMD AMD /) R Cas9 % H 5sgRNAKIE &) Mz g; b 58%+4% I [29]
T B SR IAE Fah” /)N R Px330 JEH KR S 99% <2.82 [30]
, WRAH I B — D RIASpCas9; — A4 MM N
2P IR RCS 4.5%
EREARRE - RCS) ik sgRNAJE T HITH RO e 3 = 1]
F8 it b i A Y AN .
AR i1 /) % iE[11iPSc ) 1 E 4 ~30%
B 1 A& 429 B 1 1E [1iPSc I 7314 1) P 12 41 g 5 I 30% y [32]
CRISPR/Cas9 4 # 1 1F 4 1
R4 Prsg N\ R LV A %o %
LR £ B NSG/IM iR CD34° 5% 1 F 41 TR 37%+21% I [33]
49%
) I e CRISPR/Cas9 % i 1] I 5 75 GFP" o (GFPHHSCs); i
B- 1M1l 21 2 4 95 NSG/IM iR SRNGER' 35 il 41 1 TR 84% AR [34]
(tNGFR+HSCs)

a) DMD: A RUE 52 AN B ; AMD: 4F 1% # BE 438 14 ; NSG: NOD/SCID/IL-2rg™"; iPSc: #5522 fig F-4i; WT: wild type, B 4£%4; RCS: royal

college of surgeons; HITI: homology-independent targeted integration, 3F [/ I # i) ¢ &

T 36 A3 T RE Ak 2 2 4 3 ik DR D e, D RE SRAF I 2R
A2 3 HEE N RIE U tha SR ThRE R 2K L. AXT
F oA 5Fn, FFHHCRISPR/Cas9 5 Gt ¥ fit b Th e M 3k 43
Pk SAZ AT . R B AL I 2 (retinitis pigmentosa,
RP)& — it t Rho & [A] b )y BE 3R A5 1k 58 4% i Rl I 38 A%
PEIBAT PERR AR50 . fcdl, 383 L o SLECAR 17147 5 Rho

FE K S334ter-3 58 A8 1 RP K B AL 1 40 ) 15 41 it 3zt
1% T CRISPR/Cas9 i ki, 5 X+ A AT L, 2 1IE T 36% 1
RAFFEN, $2 7 T 35% A AE 1120, 55— sih,
fib A 7388 38 P A 5995 2% 2 4% CRISPR/Cas9 £ 45wl (4 7
HHS30R RAL K Prkag2 & K, lINGTT T O HFE 48 & 1E
N REETEZAL AU A4 T 6.2% 1 58748, {H O I 25
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SgRNA ffi i J& 54 il

ARV i Ik o # 5 Bk R

K K] &4 4

Ly, i
b [P s
R L T =
5 A SRR 1 T #0 A 24 5 0 1 2 e
(o (e
5 <] P ‘
5 5E 1 401 %G 2T A
K K [%] 4 ’ﬂi'ﬂ
‘.ll.... ’!!nnn!!a
v@-—4 w

B vk 1 T (4% 9 % i T 400
o 5,
’:rwm Z

N

Sy ik 5

N L

Bl 1 HE7A B CRISPR/Cas9 % B 1497 B 5% 1R JE 318 ] (W 4% fR % )
A: K B: A4

BAE /N O IE R B K T e ¥ 13 2 B35 e Y. 15
B, DLW (1 98 87 5 B I A7 A — NG T
f11sgRNA, M i 1 75 CRISPR/Cas9 7 4t R 1% 45 5k 1 #0
TFa) 5 745 5 R 17 A % i BB A 7R B [

X T XCGRAR P AR 0, i R AT H I A 2%k
2t {45 A Bk PR T 35 TR L i 0 B R AR A Ry
AR AL T RE 1 B & ¥R 97 SR 2R 1w H
MR YT S . fEmdx/N A, TEPUILA 46 & A F 1)
2354 BT EAELESR AT LI 2 LB RS . FUUL e
BAENE TR A 3677 R IR I 5 R,
Horp — B RN T E MR RIE A R IRE
BETE20154F, 3 B 58 R R 7E Science I IWHF 7T ik
18 2 W2 5@ ok i 1% AAV R £ 25 2% [ CRISPR/Cas9
RGN AR 1235 4 & T AT i bR A A5 R R e, mT
DA 23 K 52 3 N T g, BT, Bengtsson AP0l T 2%
AR 5T, AT TXE EE T — N (Aexon53) 81 2 /N A1 & T il
I (Aexon52,53) 8k [F] 5 5 2H A 5 B FE R AR 1 B 5354
BT AR 5 AT FUE FRAS RUE. i JF A Al
A5 'F NCRISPR/Cas9 7 4t & At RIS F# AN KE /I B
L UNRPTERE AR 2 RE, JFRELGE T
B IR RIEA AR 2R A R, X S 7 5% 9
H| FH CRISPR/Cas9 £ %t % 250 5 R 3E AT i bk AR 1 42
FT A UL P 246 1 %85 B — 7 5 % R JUTL R 95 P 9 i A5 Y
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WA W TR IT AR, 780 7R T CRISPR/Cas9
Tl ARG TT AL IRWUVE F2 A R A (1 6 W A 5t

FUE I SCHE B R 7T R 18 B AL (H e A
AR, B, R DEEEN EEa T Do« 4
i R AN B B AN B FLIR, A8 B SCER B ) Pesk 9%
XL R R R IR, AT AR AR H AT NG 2 T RE,
BATFENLA N B E AR E T A e, W TR
PEIEAR BRI, ST R T 345 7 R N RL,
DAL Sy [5) B 195 1 5 A7 2 TR B 30 AT e Bk T i 4 3 R —
SN A T PRI

1.2 j# i CRISPR/Cas9 R 4i 43 W RS e 16 2 347
HPERYY

SR miE R, B T Re 0 54 B RIEA T R o, 1
Fe i I 4l A\ AR T 2R IR 58 B2 () CDS (coding sequence)
LA (IAAVS ) WA BT SR R B, 28
— A5l Yin%s NE R AT T BY K 2R IAE 1
/N BRABE AR B ) i AL A 5 2R 5 £ 1k £ R R 7K i 1 1) Fah
BRI BT, 08 1 P LAYl R ik e /) B
£ 1547 CRISPR/Cas9 7 Gt Ml A7 B A U SE TR (112 2
BERON Fah 22 ) R BEAT TIER. RE RV AH
0.4% I T 40 A 55 (R 4 IR A2 52, 442 52 16 4 P T
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DAAE JF i o R 3 1 8 B ThREN. TR, A 7 417 EB
R A /N B AL | 54380 F) F CRISPR/Cas9 & 4t ) F
HEATIBIT . ZHF S N BB I A R P R I T 4E
TETFOR A b g bth 1y 3t R+ IX (FIX) Y3 71D A
RAZ. MRYFZRAZFIEE T — B BIB AL il A5 /) FAR
R I R e ik 5 R FH CRISPR/Cas9 5 48 AR X
ZRAATIE R @R FRIDNAJS, 0.56%~1.55%
W20 f AR 2 TIE &, IR KR FE RO LR AR T /1N BR 15
5. AN A R, 38 e B3 25 28 445 14 16 CRISPR/Cas9 £ 4t
R, 1518 2 R0 38 = 215.53%, (52 B T IR
B I, 1207 3O TN R 1 T RO R B
FVERIT BRI TR, DA IR g R SR
JRAIAE VR TT & — AN R AT [ SR, R 3% R G ik
B TR goR R AR EE AN N T R
i 40,2 3 B FH %05 B, Yang % NP2\ 4 3 (08 A BRI
R B BE /N Cas9 2K [ (saCas9) 1E 4y 3 [R] 2 48 T .
saCas9 MIsgRNA 73 7 £, 2% i3 5 > AAV ik 25 21K, il i
JRE i i S 2 v I CRE /S BROBZY AR PY, % 5 VE DA R iA
10% B IEREE T &2 R T I B I mi 5.
AT Yin%5E NP AR A T ATV ST HTIRE R ) €, i
i 5 K A S 4 oK R 5 R £ 2 ) Cas9 mRNAFTAAV
I TR AL (1) sgRNA, JE [RE 5 2 i 5 26 1190.4% 48 = 21
T 6%. BT Casof FIHDRIEAR P BRI, H A,
S /D 1) 5 DR SR o 5 9 5 R R 0 e A0 . e o R
CRISPR/Cas9 F. % il b I WE 1 Hpd ik PR 250728 /)N B A% Y
f T 28 T TR IO ORE A 3 26, 7 v T T I AE /) B AE
R 367 AR B T b 2 i BB 1E S0 3 K SR 4 1)
TEIT RO, IR 7T A A A 2B B SR T —
AN 5 Bt 17 Y50 8RR AR T BT 9T SRS, BRI i 5 5 43
P A AT 5 18 % O VR A — R SR I iR 9T
HEms. Btk A, 75— B0 98 24 H, Belmonte F1th (1)
[ AT FH [ U5 1) #2171 %2 & (homology-independent
targeted integration, HITI) J5 V2 E AT FE A4V 97 4 2 PR AL
DX S ¢ K BROBR AR . &8 SRR B, HITT 7 s b R v a3 41
HTHDR J5 304 T4 136 97 R P, R, Al i it &
S VEST AT EE T HITIFITHDRZE 44 1 BN 302, & BLHITI
T2 L HDR ) 2= BRT g N 28803 B S Al s, 43 ) R 7 AU
N~2% vs. 0.5%FIE LI H~2.8% vs. 0.8%"". [ Ik,
HITI 5 SBR[ 5 R B3 AR T I ol ik 7 8.
Bt 2 Ah, 57— i % 2 48 i CRISPR/Cas9 18 & 1 4
Ji B0 e 2 S I B AR B R R AN 3

1.3 JBIICRISPR/Cas9 & 4ifi- T B Al 45 A4 Ah 5 X
i#7

Ltk NG IT AR LG, AR AMA YT BT RERE U VR S
o 4 4w 6 ) 4 PREEAT IR G . B AT RY . I G
&7 v, B AT AT LA 2 R S 4T PR O A A
4B AT A2 4. 20154F, KimHf 78 44255 — R A
CRISPR/Cas9 R 4%t AR I A2 5905 AHi55 5 2 RET-41i
(induced pluripotent stem cells, iPSCs) FVIIZE [X] 600 kb
B BIATIE . fER A T A& IE 1IiPSCsA L I 53
AT PN R AT S, AR I A7 /S BB F 9 175 43 1) 2
0 I HLARTE I TR B 2 e K. Bile, — T AR A T
I3 N SRR 1) 4T B 75 5 A R R iPS Cs 200 it Xt B- b H i 37
MREBEAT VR YT . iPSCs4l i 22 i CRISPR/Cas9 & G 3t 47
T IEDRE IE B o 4k il 1T 40 . 3 i T4 B B
TN &5 A R M ZUNSG (NOD-scid-IL2Rg ™) /)N i
W IR T BTG RIE N KB-BRE A4 &, B
2 A, 5 R A3 I 40 PR AE RS A 108 5 I R B
AR () iR A2 328 B X TR 9t 08 R CRISPR/Cas9
FGUATPSCs 4 M kAT 20 Jifd 355 (R& 1 4445 1 J5 1) 4
JH 73 A% A i I 440 B A A N 4 TR T X — T VA R
A7 A AT AESERY. B T iPSCs 40 Mo i BF 7T, 3 1 T
41 Jf (hematopoietic stem/progenitor cells, HSPCs) 1 #%
FF R AMETT 0 7. B 4E B CD34 HSPCs 41 A Ji ik
CRISPR/Cas9 7 4t FIA AR 4T 5 A 1E, 2 Ja M 4
ZNSG/N AR, A& 1E 140 75 /N RAKR N BE S 754
AN F JG 5B BE ALK I B CD4S 4H B, B, BT
FEURI BT 72 B Dever NPT R, A7 80 10 2 A A7 38 it
GPFEl— I RAH IS 4R 5 2 R NG FRXS T #18 1E Y
HSPCs#EAT T & %3 F 1l 49% GFP" A\ 28 HSPCs 3 [A]
F184% tNGFR" HSPCs % [F 73 HITENSG/IN § A4 Y 1 A6
ME), I H A SR E YR L RE, X BoR T 1%
JPETENG IR 3R 7 B-Hb A g 35 I0RE ¥ K 77, H T,
WA 2 ot /I iPSCs 41 is FTHSPCs 41 A 7 48 i it Jim
FRE A 2 /N SRR AR 5 BT LUK IR HEAT 6897, DRI,
HoAh T 2 R ME & TR AMA T 14 i 28 8 75 ik
— DR A.

2 H A Pk AR R B
JUE K i CRISPR/Cas9 RGEHEAT 1 1 36 R 74
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I7 B 9T EL P RE, TR I PR AR 56t 1F £ I B, (H
72 H B A DNA I 32 08 Fl R AL S 1E R AT 4R ik AR
Bl RV TT HOESR . AAVIR 323804 B 1 HAR B0 1 A
o 9% JF M E 432 38 F] T CRISPR/Cas9 £ 4t 1 i 2% .
T Ak, ASTR] 37 2 1 AAV I B B AT LR XA [ 1 40 A
HEAT . (2 B T8 08 B R0 I s B 55 AR 00 e B
AR AE HE e 20 2B A ) URR R 3R, AN BE SE AR
FrAE A a0, 1895 55 6 T HSCs4H A (1) 38 R 3% 5 240K
B T, T B 7 2 DR 4 R s 3 B 1) R 1 A (A5 B
BAEBARMIBENLEE A S EUm M. BR T IR B8R o, 4N
KA R R A R TR RN T 5 T AR R
R, YinZs N7E 9N KoRE 7 b B3 3% Cas9 mRNA
T3 N¥EI7, B8 7 CRISPR/Cas9 & 4t 5 HAth 24
(it Eh g A BRI R .

BAK FTHDR R AT SR J& CRISPR/Cas9 & 4t T3
BRIETT I 55— AN FELAS . HITDN JE Rl ) 38 A 97 B dF —
SEFERE LA LGt HDR AR AL I F5 %4, 74, fEHTI
/INBRABEAY ) 4B OE () 48 PR G0 SR B S A AL EA, AT
DATE A4 9 #E4T 3 48 . Nygaard 25 A\ o ol (G 1% 4 R
AR Hh 4~ 2R R A T O I T i R A 15 1 1)
L. ARATTER VR 97 77 58 7K A B A = 40 M 4E 5l
IRl B, T v o — AN BB () R IR YR 97 5 v, (A AT T4
SRONZEDRIGIT I U4t 17— R . SR SERIG YT
AL, TR AR AN G730 70 3 AT LB Br A R piiE
5 AT 5 5 7 2O Wl 0 1 240 B gk AT 0 e AT 31,
% A B 45 6 T LLIE i Cre 25 2 ifg P15 o6 il 25 9L (A 1 B
AT BR. Ao, RANGIT B2 5 5 AL FE RS &

27 3Lk

filhn, 2588 B 1 R HEORE RS BB 7 i) BRI
7577, tH T Cas9 8 175 40 4 B AR AR 1R, 1) H 28 5L
F AR CRISPR & [ & & M 347 18 16 75 1R /=1 1) 55 K] 4
208 R R A A 0 o B 20 S ), Bk e 2 b, i SCR7MY
HIRS-11¥188 — s f, 22 /N 3 74 it 4% 47008 7T DA
CRISPR/Cas9 3 4t /1 F [ & #FHDR, 1 iX Le 4 & ) fig
TR BT V1R Rl — Bt 9E.

3 A A E L 7] {42 1| F CRISPR/Cas97E 4 J [7]
FEAEARTL DRIV 7 A7 AR V8 AE () LSRR, I8 fpadk— 20
fif LR, 1E 4= 5L R 4L V5 Bl Y, CRISPR/Cas9-5: S5 55 i it
B AT & FLAE AR R 245 A PR VG T b2 R 1
F B RG22 —1 SR, E B4 18 F CRISPR/Cas9ilt
AT IERYE T ORI 98 A, B R 2002 U L e 58 L (e 1), H
AT R (4 D DR S ot A W 1 915 ] A /s i 3 Iz 1
BRI T VE AN e R, — N
RIS I J7 3%, IDigenome-seq”™”, GUIDE-seq” 4%,
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