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Abstract: The clustered regularly interspaced short palindromic repeats associated proteins (CRISPR) system is an acquired im-
mune system of prokaryotes. The CRISPR/Cas9 system, developed based on the bacterial immune system CRISPR, is changing
biology and basic medical research, and is one of the most efficient, simplest and cost-effective gene editing and modification
technologies available. However, there is currently a lack of strategies for effectively delivering CRISPR systems to diseased cells
in vivo, and non-viral vectors with target recognition capabilities may be the focus of future research, with pathological and physi-
ological changes caused by disease onset promising as identifying factors for targeted delivery or gene editing targets. This article
provided an overview of existing gene editing tools and the advantages of the CRISPR/Cas9 system, summarized the application
of CRISPR/Cas9 in the field of therapy, and discussed the problems and challenges encountered in CRISPR/Cas9-mediated ther-

apy, in order to promote the advancement of CRISPR/Cas9 therapeutical technology and provide new perspectives for treating

75 H #5:2024-09-10; 332 HHJ:2024-11-01

ELWB:EREAFHFH4TE (81670004) ;11 A % — ERKFHEHAF K ETE (IXCGCY]-22243253) 5 | A 4 #F 5 4 M FUR A2
Y% T H (SDYKC21148).,

BREAR §HAIE S — 4. 03 E-mail: 2916536631@qq.com; J§ # K E-mail : 15615571667@163.com
* WEEH XK # E-mail: 2435432671@qq.com; [§ % 4 E-mail: hssui@sdfmu.edu.cn



36 | A#HEAR#E Current Biotechnology

other complex diseases.

Key words: CRISPR/Cas9; gene editing; gene therapy

AR TR B e [ SR ARG ER 1 9(CRISPR)
) TR B — B R 2k B A5
BN HU A 25 ) b e 45 b A i A A 0 1R b 2R A7 18
U PR AR TR PR LA A, 5 PR 2 T A4V E AN T
SIS (AT, oA A ) R 2 1 SRR ATE 5 ok fil
F, I 0T W FAE AR 1A 53 32 A NP
WEYT . SR, BTSSP 2 22 20 # ) i
1% CRISPR/Cas9 £ AR HI T IR T AN AE VT 208
TEPRER . 28R4 T CRISPR/Cas9 UL, 116
TZ RGN IE R IE RS T T I ) ]
Pk, U BE A% HE 5 CRISPR/Cas9 /> FIRIT HY &
J& | IRl AR T A 2 A e B i Hs S

1 ERRERAHNEE

B[R] G — RS B 1B AR DY 20 17 91 LA
BRI ZH A4 A RS SR R i B R T
VFZ BRI N AR G BE R Rk 221k, 801
S — Sy LA R PR 98 AR 5 R 1 35t 1 0, B K
BHORA BRI K ERRERIR R & .
1k EHRT, BN R R B R S R T A
W BE < 55— B B ik I G 4 H AR 2 B AL R T8 (zine
finger nucleases , ZFNs) % K ; 585 — i Bt J&: %% % 34
1% PN 7 FE RN 4% R [ (transcription activator-like
effector nucleases, TALENs) £ A& ; H i {#f FH £
2 155 — AR [ 44 45 £ AR 2 CRISPR #l CRISPR/
Cas9H A",

TE LD 9 P, ZFNs 5 8 -2 A AL
YEHIIF5 DNA 5% S 454 3¢, — X ZFNs, — Mk
PO R, — D ERRAL AL B3R, 77 A T DNA XU
BEWr 24 (double-strand break ,DSB) . #X1fi, ZFNs H
AEIA DNA A2 1 R — IR A%, PR L BR ] 1 37 A5
VEPERVECE"' . TALENSs F2%2 %SRBG RERUW A%
P I FIAZ PR 18 P13 70 A4 B . TALENSs F| ] TALE
HEFURRR DNA 551805 HARSE N 255 T
i 3 FokI 4% iR i ) % 4 2k 51 % H A5 DNA Y 1]
5T DLETE A0 B Y DNA 8 2 AL, 34 21 % 3 [
LHEATREI B 1 H Y . TALENSs RUHCRS B2 FmT
S i VT2 I P 5 DR 2H 2 e e AR OG5
H B i TR R AR Bt A e, DLRCRE X T

CRISPR/Cas9 £ A 1 LA 5, B A 7E 52 bR
(S R AR 2

CRISPR/Cas9 J& — g BU Y A 20 B T
RNA 51519 P VI A9 6 9 21 2 R, B RERS A
9 FARAFAE TR e R G . S PETR LR B AN %
ST TR DR = R 2807 A% T 1 R FH 2 11 5 A 1] DNA
BEANIA], CRISPR 2 A3 2 28 — /N B 5 1] RNA
F14) B 356 5 371 o S 30 35 PR 2 B, K Cas 2 11 2 1] 3]
FED 2 e B, T R 1 R i (R ROR
PR T IR G A AR B8 M. #K % 202349 A
5 H , CRISPR [ *7 3 4] M %l (https: //crisprmedi-
cinenews.com/clinical-trials/) YR %2 H 3 & 130 4>
B PRI 2 G 6 i PR I, e 29 509% & 5 T CRIS-
PR/Cas9IRY7 71k A RIS (K 1),

= CRISPR/Cas9 (AT /571
= ZFN

o TALEN

o CRISPR/Cas9 (JIR 2 W)
= [-Crel

= CRISPR/Cas12

= Cas-CLOVER

=R E/

0

El1 CRISPR EZ#EM I LR EIKEEHRE
e RIRIE R AR 5 7
Fig.1 Technology distribution of genome-editing clinical trials

covered on the CRISPR medical news website

2 CRISPR/Cas9 Byl R BT 55

i 23 A DSB 40 i H i A [ 48 B2 AL ) ks
AR Py g IR Al A 2] dCas9 1% FR B , N A2
T2 AR W2 A T R A AR R R R LR T
P B B GR DA SAE A, XA E &
TEIRYT IR AL YL 35t A PEBNE LA R i 3 3 5 i
(A9 4 T s BRI o
21 EAERIA

FEDI AR — P I, B T 4R
FEER DNA P R 1 BRI, 5 B0 i [F] 95 8 4 4 7
B XUEE DNA 842 1 DSB 40 ffd H 45138 5 AN 5% .
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CRISPR/KI A [ 58 iff Jig € 28 S8 T RS A T
FE A AR, DT BTN FH T A A A g
B DL Ko By Bl 2 g A o O B a7 1
il , CRISPR/KI £ A T 128 7 v F T HL A7 BH 1y 58 A%
() BA KL DR T3 AL , A2 Ak 57 v R I e
IMAE AR RR A0 , I BUS T RAFIIRITRCR
22 EHERRK

CRISPR-HE P i B 5 4 o A [R] PE R i 42
B2 15 SR A ARG i i bR e S R it T
8 Z R Tz N TSR A R R e A
Ui B AL TR Y R T fE
221 M kgA bR R R B R R
TV T 210 A Ee B e o SR, B
[i]— Jih R S AR A 2 R B AT BE 5 & AR ] X
< U b 96 1) e RNAT SR 32 3 22 A S5 DA e [
o B, 22 S mpt F T R [ A B
AL B R N 25 HbE R R DL RS B e R A
RMYFEER R s ia 7 S R SR

Jibgg 1) 2 A 3 5 AR L DR ) B R RN
SR TRE RIS A 5. DRI, A1 e 50 2L DR
Je J00 o) 5 PR — AR A A& R RE IR YT vk .
1, Koo 2538 1 CRISPR 45 AR 7 Jili 487 w1l 2 e [
TALEE i B A K T A2 AR R kB A R L
B 2 FAE N A 5L Y, a AE /N
JH O s 240 L R e S S T R AR KO R T A
TG E . HeAh, 2 S 2 0 5 B MR IT 1Pk
&%, BF9E N 5136 ) FH CRISPR 2 A 78 32 1. 1 40 i
Hh [ ) RS 22 5 2 PR R 1 AL A G 1 P e 17
Tl SR, HEST T — > RE S A0 A I R A
2P B S AR AR IR T R e AR L T
BT H,

fiif 245 P S e VR YT T — A R A Pk, T 2
S BB SR Ok 7 iR . Heyza %53 i CRISPR/
Cas9 5 AR FE M 245 1 38 /)N 41 A il I 40 i 3 0 e B3
T RSFI.ERCCI ,NRF2 Fl Aurora B %5557, & ¥R
TS i 245 248 i X AR T 25 W (A0 S5 A2 TR R R
B B RUBEAS BIWK T, SR U1k SE L R AT AR 2K &
FEI7 RO AW A5 . e A, R CRISPR i 1€
BRI S5 I i R Mot Sl L DX T g 5 4
gt R P AR e TR 25 PR 0. AL sk IR
7 T CRISPR/Cas9 45 A LE I ik 245 56 KRN & 8T
TRIT RWE T TH AT T, L AR A 1 A A Ak
725, Bkt G X i 245 iR A R R R 24

Y. 454 CRISPR ffi 5k 1% s 4 e (%) 48 Bl
A PR 2 v 0 5 A AR A L SRR RE VR T SR 1Y)
FERBEMTHENTH,

e RS AH DG SE DR LE IR e RSV 1 AT i 473
EZOMAO . /NBATE (small cell lung cancer,
SCLC) DA B 5 3% B REPEINT 5 FR , B RTELZ A 4L
3AIT FBL . CRISPR i i £ A 10 508 & BLE =
T Cullin5 (Cul5) FE 5 %) i 2% T RE 38 523 98 20 4 e
W ESEAYNIE M mEEZEBLEAN
IR HE SCLC GRS, IbAh iR U Jepl &
BRE AL ] CulS 2878 SCLC 6 RS BE 1, X b s
F Tl RERCA AT X Culs 978 SCLC £ 1 8 N0
VARIT 25 o 3K — R IR T e B X e e BRI 58 A
i 98 F) I8 1) 25 ) B A4S T — AT R ik . Rl R
Wimas &5 ®\EH 4 (fatty acid binding protein 4,
FABPOVE RN B S IR 7, 25 T4
ZE R B 58 3, X SCLC FA 434k HIR i
i S5 v W IR R IRk R I A Ak e B
B ME LA ) SR 2 X S L R 3L
(R PEA B R VR T SR () —F8 43, A B T AE
2% 33 S v P I IV () B RS TE R DT SRy RR A
B A A A Il S A A
222 #Fm Al CRISPR/Cas £ 48 1Y 5 K ik
BB T R I T7 AR i i PUs d7 , R YT
RO AT DA g e A8 ol 1 A= R i A 1 2 A
] b L o) 5238 PO 7 1 B R R RS2 B

H A, B 7 & B LR HIV G 7 5 e a2 5L T
FEIAZH 4B H AR . CRISPR/Cas9 B %% H TR &M I
PR P HIV G /N BRASE TR e G N A R 07 AR
Sk S 4B R 2 S0 50 4 ff H CRIS-
PR/Cas9 i I Hb 4T T CD4'T 40 i # 1k A -7 C-C-
Motif 5244 5 (chemokine C-C-Motif receptor 5, CCR5)
IR o T DR 5 4 T 2 AR JS AT DR LE 1Y)
GRETIRE AFXF HIV AT ) B 0, S m B
69T WG RN I o A T T 20 R A A R
CD4 Tk L A LRI, G4 CCRS & —FMRA i
IR AT HIV SHARL A S, SR TR 7 X g C-
X-C # b A F 32 14 4 4 (CX-C chemokine receptor
type 4, CXCR4) I HIV B R T3 . © A WF5E R
W], CRISPR/Cas9 7T LA =ik B | 150 500 38 b Gt 56 Gt B
CXCR4 WA, B4 HIV 25244 CXCR4 PEBE %
T SRR, - $2 EXF g CXCR4 (/) HIV B 5 |
A HIV IR G A pTbE ™[RI, mBR HIV 332145
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(CCRS)H1 CXCR4 , [ A58 i J5 1y 440 e B f fiff FH AL
PO B BEHRPL RS T X4 PR BRI . 5
WG [R) ), 7225 R 20 g £ Hh s 1] CRISPR/Cas F AR XS
PUHIV G A AT LI ] 52 B Y% T 20 i Fn /N i
Jo A A R G HTV 3 PR 33k, 38 1T A £ HoAth 41
Jifd 2 H 22 B HIV B 2 DNA, A 55103 HIV Jgkye
VR A 2 oA AN . R L, 748 P HTV R
NIEALBRI NS R i O (85 i AR
3 AT B HIV B 7% DNA

2017 4, CRISPR/Cas9 % 4t ¥ i T £ B 18
PR B 4 i v G AR R B RN RE 57 R ceeD-
NA [ 2 BT % 9% 7% (hepatitis B virus, HBV)DNA
G KR B, 3 ROy vk AT RLUAE R A R E A IR e 4N
il & g A A BR HBV, X B CRISPR/Cas9 &
4 g AR B 42 M HBV B YL F 52 43R @ HBV (19 7
e K T H" I 4h, CRISPR/Cas % %t 75 44 4b
S v 2L By T A o S 2 e i SR
FEREAE 11 K P 2 D 30 48 - T4 R 75 R 400 i
I 1 DNA JF /D 5135 95% . B 95 iR 1IE 32, CRISPR/
Cas R G H A TEARS M BR HAB R 75 , (45 2958 - X
TR B LA S N FL SR T 6 B HPV-16 i1 HPV-18
RES
223 #mAEMARR AR R ERTER X%
B3 P, G R B i PR VI C 50 A A A
5% ) A I P IX (55 10 A8 BAH ) 812 KT
BEFZ AR CRISPR/Cas9 5& PR g4 A% K 7
VI PR 2R A i 8, DI 16 T I A0 A BB 75
F Z B8 T 41 )8 (induced pluripotent stem cells,
iPSCs) o 3X i 1E 238 15 52 e o A3 5 350
BB Z AR B R VILE DR A 6 A4S 7 (Y
TFIM22) 0 X — RN URE T Ytk i B
Z WA BRSOV AE IR YT SR T B A ML
FE oy — TR 5E B 58 N 5L A CRISPR/Cas9 2
DN 2 6 22 o5 IR IX 6 DR R A7 4 2, I IE T
/0N BRI I B A o 308 ) Sl I PR X AL g /)
SRS TRY S BT AR A /DN BB A /)N B 28 B 2
MIIRERHEIE ™

19 % PE 1% 2 R 1L AE (hereditary tyrosinemia,
HT) J& —Ff b 5 G oA itk 3ot 4% O X5 e 1 9%
W, HAFAE S Fah 32 KA RAE R BUE DL 1R
IRl I PR B R, HT 1 %Y (type 1 hereditary
tyrosinemia, HT [ ) 835 & i TH# R RMHEZ
PR R AR E AL AR AL D R v DL

FIH CRISPR £ AR K IR YT HT, /& i /R 7
BAFE T FL B4 P 3 3% CRISPR/Cas9 2 S8 4143y
W2 — o FEXTUF R AT, E o AR 5)
J12f 5 7 2, B Cas9 K R 5 %E 1) sgRNA U
SR SERZ AT IR AR N IME R T Fah &
) B0 R 28 AR X bR R A L PR YT U
THEEN 4. VanLith &> W7E HT 1 /)N R A
W CRISPR/Cas9 B0 A, 5B T XA 8 P -9
() AN R 7] Fah BB,

FE HTL/N UL | JEF CRISPR/Cas9 [ Fah
LR IE g, AR TR AR e >, i XF
TRl /s U AL FLA AR . e R R st %
P I R MLAE B IR Y7 K 1Ry A B, O i om
CRISPR/Cas9 HARTE AL HEBARIRTT T J7
23 ERETFH

dCas9 A% R il & — Fh 28 A5 1) Cas9 BR 1, B 12
KT RERREHE M ARS8 T L5 5 1) RNA 45 5 JF
FEA B E SR o FI X — Rt AT
FUKE dCas9 5 Z P e st il A, i n W e 5 75
filg FI2H 2 1 £ SR AL G SRR G 7E— &, DL H
b 3 R 3R 36, X B U7 75 9% R O CRISPR T4
(CRISPR interference, CRISPRi)*,

2.3.1 RNA -F#4= CRISPRi RNA T#&—Fh¥
FHEGII LR 3R 08 T B B EAEEAE R gk
VIS4 5 1 46 Jmy B 2, L 78 5 40 vl o
AEJHPE— AN . R, RNAG AR FH A2 3 TR
(R >, CRISPRi [ H B 55 13X — PRI . 7
CRISPRi & 4iH, Z4> sgRNA A [ i i 2 — > %
PRIl AN [ 5 PR, SR o, H i 24, Xt
eI AL T 2Rk 5, DL IR TR (1Y
H .

232 WAALIH  DNA H ELE RSB 3A (DN-
MT3A) 17 5108 7 B A2 — R e i N2k
WEALIRAEY . Vojta % e dCas9-DNMT3A
;T HEK293 48t 4 17 P42 A Y mRNA
SRR AR 113K, IE] T dCas9-DNMT3A 15 Sk 3
DAL R4 T L AR A1 51 056 AL g ] s T APl 32 PR 2
SERCPE 1A BPE™ . Desmoplakin (DSP) B #
E R MR A AEA RV AE S B R R R R AE T
Hom Kk Ak > o A TR R A ]
0, Qu 2 F| F dCas9-DNMT3A 7 T DSP iy H
R NP S . SN s/ = [ 1
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LRI,

WA BFZE 2, dCas9-DNMT3A A fEsi i K
N ity il 3 7 S5 AN 32 20 2 A9 SWIA/snf A4
RPN FETURE OC Bl B AR 1 UL 68 T ST a
B 574 2 7 B (0 3508 40 A A T R A O
TR XL IR dCas9-DNMT3A /E A £
2 L 2 LB o T 2L 2 DRt IR R AR R
FPI R ML FT TR P 6 245 ) HE o5 DA i R
Al
24 EEHE

CRISPR # 1% (CRISPRa) i H- A3 K [F] #% 5
WS DI RB I dCas9 A5, 4 VPe4  Hr IR 30 A
Jit SunTag %', 4 dCas9 5 # 5 [K 245 & i), 3%
£E 1) RNA R4 i LUGE 5 57 7 X0 i i 3 IR
[k

dCas9-VP64 11 55 — 48 CRISPRa, fff H &)™
2 HEE RS E AN K. Saayman SEDYE
TG K A ity F A A R A R HIV B4 S 30 R
2, UEM CRISPRa 78 HIV T e 1A A ms v iy 7%
F1o AT HGEE O SES DI RERYAS ] 8 T R,
i F dCas9-VP64 75 0o BR P54 40 I (crdiac bulbous
cells, cde) FE— R FLO A LA T, X
BT IELAY cde P2 A, X 88 ede 2 BH H O LGN A4
fiE I 5 2 G T 0 WA BE S5 35 114 555 1l 53 BCRT U L
i,

CRISPR/Cas9 11 llfa PR Hif 0 HH i 42 45 $18 [m) 28
% FEE LS R g A 2 Fh SR g R
T HET Cas9 BTG 22 4016 45 Floge i ¥R 97 i F
b

3 CRISPR/Cas9 #11& & Rz FB

3.1 lgKITE

25 3o O 1 I R T AF 5, CRISPR/Cas9 I7 7%
LTI ANGIRIRK Bt . 5 ZFN  TALENs ,AAV
FTRNAG A5 HAth 5 DX 4 48 4 AR AH L, CRISPR/Cas9
RO EAE SR 0] R AT R
AR W5 () 3 PR YTk T H.

T B U5 RS R /DN i i 2 P
CRISPR/Cas9 £ A #EAT 1 1A Z1 I AR50, i
FEFIH sgRNA Fl Cas9 J5AL Y FE 25 LA A HE ] 18
HHNE T 4080 R i PD-1 3R, 68 HE A B
PRI, 5 S R LI A A2 1 550 ) S5 3 A R il A

FEGRAE L T AN SRS XA ik & il AT
FIEE A1) ATy i B S 1 ) SE R G R B AR 4 v
RITRCR

2019 4F , — 54K Y IIfs PR 1L 35 (NCT03872479)
55 T CRISPR/Cas9 & I 7 19 259 AGN151587
AR R VR B LR ARG LR IT B
CEP290.185 3 [H 5848 5 |2 14 7% WL 2 BB Leber's
congenital amaurosis 10 (LCA10) ,iZik i 2 X
1 CRISPR/Cas9 3 [K] 4 48 97 vk FL 2 0 FH T A 44
H A, KZAE 190 KT CRISPR/Cas9 /- 5 i1 3 A
LR NIURE S i N ()7 N 8
3.2 HERISH

CRISPR/Cas9 & 4t (17 5 Pk A i 12 Wi B 1t
TR AT RETE , B IL 51 T 5 12 Wi USRI 52 N
GRS i8

2016 4F ZIKV 4= BRK AL #& W 1], & ok 0 H
CRISPR/Cas9 R IATHE M . Pardee 54454 T
596 RNA Y B4 AR CRISPR/Cas9 224% , F 45
RNA § 345 A Sk & il 35 19 1A% 1 o, 8 ) 38 2k
BETH—Fh 3 T 32 05 FF L 1Y RNA AL JEER , BERZ X 7
52 E 8 R FE AR DN 8 R 7, DL R L AlAE ARy
o SRR, AN B R R . O T SE B — H AR FSE
NGV T —Fh sgRNA, B fES 5 56 [ 28k
95 T 1 R S 78 IX RS B DT I, 10 5 I E I ZE R
R AR R X IRAFAE— BT A 25 57 o 3 2 i
T I TF R RNA A& Bs IE R T B 7 75
We AR AY B L L CRISPR/Cas9 £ 4i L fiE% 7
3 h WA RCDDEI 5 B 2R 3 0 3G 71, DT S5
PR R o 75 (4 BRGE IX 2 X IR 5 AR AR
T CRISPR/Cas9 Z G 1EAG 7 514G U A1 0 12 W
5 T ¥ 7, T EL5E A T A R X 4 R4 B AR AL
R EEAE A . X AR 2 Wk, CRIS-
PR/Cas9 $ A Jhy Pt 15051 42 il 4% Y g B2 44 T
—FMAE M T H,

il DNA FEEA 38 2 — R 2Kk m HL
TRUT I IR , B O T &l 13 25 FVRE R 1 2y
T SR, — BT 2440 A ol A R 4k Ab
PR S H L Ak 9 M s B B AR Ry DR WE BE L 45
CRISPR/Cas9 £ 4t A1 1 P4 -UJ il A 10 531 - 410 ) 4
E [ DNA J7 BE, IR 81519 o 5 i
DUHABE R M AR 25, B 2 TuE i T H A R
BRI /K SF-_1 af X43 F ARSI BE ™ X
SERIF S YR T IR PR AR UL A5 2 8 A, LA K
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EATHELIR 2 W A7 Hb 04 L AT TR 1) 72
SCo T A AN Al B R AR I A A , 3 BT
FAR g FEE AL =AW 5 A PRIC BT RE 1387 (4 m]
RETE

4 CRISPR/Cas9 7EIfs bk B = dh Bk ik

R CAE BRI FIN )2 T R IG R AT A
Il R 56 , {5 CRISPR/Cas9 41 5 14 5L PR 4% 1F Iifs PR
S ARATY 55 A T T (1% 25 SR AH OG5 ) R A
21 CRISPR/Cas9 415t NS R g i 1 2y 28 1 [
FALHE WO AR ik % Oy N AE . AR A B,
o O AN sgRNA 51 5, A L & B I
sgRNA 215 1E CRISPR/Cas9 JE [F 4 48 3% R BCR )
WABLIRAE . SRS A7 AN kKO B
ey X AFE 2R R M sg . il 32 3 3 a6 2 Ak
W2 5 A AAV, FA 7 — S Bk R, AR5 I8 7E 1)
REJEPE AR TR AR ST O RN L BRI AL RE
A R UL B S s i A R AT et Rk, B
&P CRISPR/Cas9 y6 97 (X BR T 1L ¥ R Be e , i
PR CRISPR/Cas9 16 7 HC A6 T N IR 40 i, 4n T 4
MR HSPCs' ™ o JF & —Fhgd 4 m sk H ) 1 2 4
XF T CRISPR/Cas9 ¥ NG 97 (19 712 i JH 2 ¢ 8
B AR, CRISPR AH G AKR AN AR B4 40 K fg
JT AR R A Y S I AR B b s
SEE B KA BT DL e iR APk AR £ F CRIS-
PR/Cas9 {97 I P & Jie

CRISPR/Cas9 R4 7 FHiE I H & # 1) SR 241
WAL A B A RE T, (RS PR _ HE m RR ) A2 BR T
PAM JP I A AE , X BRI T Cas9 i H2 26 3L R 437
SUPVTIR] o R R AR A B A i T L, i
W I Bl i 2 45 75 (cytosine base editor, CBEs) o i
M 114 ek 3 20 %5 7% (adenosine base editor, ABEs), H
T R 530 7 B0 T PAM S i 4 e R X 7
W AR B AR AL S B R B A &3S 9 PAM JF 41, CBEs
5 ABEs A REICIA AT BRI G . 0 T v il —
PR B98N B — EAESS )8 Cas9 i, {1 A
PR BRF PAM 75 (B . H 1T & 2 iy I+ &
2 Fh Cas9 AR 1A, 3 LR (R AR A% 1 284 Cas9 #E
P18 A B JRE R A7 o5 S T A 1 28 ey 3l ke 151
T2 (550, 40 NNG JE 51, AT H J2 T Cas9
A o) Y P o ok ST kg B R i B AR it T
K RTEPEFIRG B2 , (A0 58 N D1 REAS TH A &L

b LS ) 0 2 DX 4 P A X

5 RE

i 5 35 DR 2 4 8 B R 9 2 45, R CRISPR/
Cas9 JA Y7 55 N S0 AH 5 1) Fik PR 241 2 5 F 5% 1E
MV K B AR R AT A 5T, 2L F CRISPR
ST NN T SR | v i N N 22Y 5 Oy
K, TEIE W 7R & Fhogeiig v B )02 09 1 FH AR
KEPVATTRCR . CRISPR/Cas9 1A Y7 OV 43647 T I
PRI , 74 N7 2 e 91 1 F NSCLC (/v ALL 4§
FEdE , LI ATTR (SCD S5t (G MR , BoR R AT
BIRCR . AN, CRISPR/Cas9 R 12 Wi T HLIE7E
A GIAT B N, X2 B CRISPR YT 51
AN R FHER AL T 150 o

JL4E CRISPR/Cas9 $ ARAT Ak F % J' (141 9 i
BB ARG AR Al fE 0 HORE B O TR I
TEXMW . BT, KZE0HE M IG K5 8
A FHIARY B, BY T /103, 32 B A 5 TIPS A
JE DR 20 4 i ) £ AR S A A L DAk R et I
D] 4 4 2ot A v 0 B 43 F ML . LG, CRISPR/
Cas9 B ARTETRYT Bdm e N5 7 1 $2 4t T A
AN 2 B ORIA A IE L.
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