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It — R HEA T

XA CRISPR/Cas9, FEHZRfE, 4K, MEIT
FESES  Q789, Q819

A e 7 B b AR R, LR SRR
IR . 72007 ~ 2017 4R 10], A 123 S EE A
E PRI R A R A T, b LR R R
TR R E R Z —, FHR KT 2% . B
TR Z RN IE AR S, S 5508k DTS Ao
FE TR 5 72 2 . CRISPR/Cas9 & —Fh I REsE K
R gt TH, BHARESME . RS
R BT TR R R A L R A
RIS AENLI L RGBT, R B i L A
BT L T 7 . CRISPR/Cas9 R4 0 4k £
Hu N FH s v P S , AESEPRUK TR MR
5T R AYHT 5L OB CRISPR/Cas9 2 4tk ik 2 il
A E SN T R A AR RS RN R R
172 Tl T %8083% CRISPR/Cas9 247, H & mik
JE B EAT VAR EE M AR S R TR L Bl R
IR PG R R, ETIRE . BEY. LA
KATRHIAER TR K BRI E 4 i B KA 7
71, A CRISPR/Cas9 R 4L i ik 4t 7 211
AlRE.

1 CRISPR/Cas9Z& %l JEIE
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(clustered regularly interspaced short palindromic
repeats, CRISPR) M FK . 4 Cas & YA A,
CRISPR/Cas &%t 43 1. 11, II#Y, Cas9 J& 114
CRISPR & 4t . Cas9 #% 1% i £, £ HNH F1 RuvC 71>
PR B R PR IGE5 /0 3, 7E crRNA Fll tracrRNA fi9 3t
[5G 5T, A% DNA XUE TR I, U1
A7 5H 5 T JR B ] B DX AR AR 9 557 (protospacer-
adjacent motif, PAM) 3% 3 nt4b ' WF5EEA TR
crRNA Fl tracrRNA il 75 76 — & B HE T % 7 i ERL 1)
S RNA (single guide RNA, sgRNA) ' 7£ sgRNA
515 T, Cas9 A LUE W) 2 PAM 34 i i H br
AR, FEHEE A SUE B DNA WUEE W %4 (double-
strand break, DSB) . 1 3= 4l i3 1o W Fh A [A] A AL
il dE W ¥4 K ¥ i% 4% (non-homologous end
joining, NHEJ) Al [F] J& 2 ] #& & (homology-
directed repair, HDR), M 4% W24, S 2040
DNA F AR A /BRI D 24 (K1) . FE4RfItfit
{& DNA T [R5 2 ASEAR T, 241 /R HUHDR J5
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Fig.1 Structure and principle of the CRISPR/Cas9 system
1 CRISPR/Cas9hI %5 5 R IE

2 CRISPR/Cas9Z Z B3 £ K 58 £
ERYN
2.1 CRISPR/Cas9 & F i X

CRISPR/Cas9 % 4t 1Y i % B X 4 3
Flo(F1) .

B — &3 0% Cas9 25 [ Fll sgRNA I 2 & W%
Wi 1 (ribonucleoprotein, RNP) 7', X Fj Jy ik
& HE, NGRS R, T MRS
SIS GRAE, AE U BN . BRI G

JE e SR R ME T £ R B e T MY Cas9 251,
[] 5} Cas9 25 Y )ROF 8K, A 20008 1% RNP FE 38
PRIXE 0

55 Fh 238 1% Cas9 mRNA Fll sgRNA IR &
Py SR R T S R AN SR A5 B Cas9
B mRNA, )55 sgRNA —ifehb AN . mRNA
AT A AR AN T b e T B0, B DS Bl B R 4
Gl . LR mRNA RUENEZE, S35 mRNA TE4H
MO R, PRI T 5L gl AR ], RRAIR
T G RO . R, E R A 2 R AR
N FH RS AR NTRYT

Table 1 Three delivery strategies of CRISPR/Cas9 system
%1 CRISPR/Cas9 RStk = Fidh % 5 #E

%I s {7953 Z2E R
Cas9/sgRNA complex POk, DR SRR RN DS RS S P Cas9 B 1, Cas9RE (A RUTECK [7-10]
Cas9 mRNA+sgRNA BRI TR I A AR mRNAFEPEZE | B[R g 4B R = [11]
CRISPR/Cas9 plasmid ~ fiif. Fasg thif. kb0 2 i gL SERAG SRR KN . pDNA ) 4T A B 1 v [12]
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55 = M J& 3 T i B DNA  (plasmid DNA,
pDNA) #/A ) CRISPR/Cas9 245, L2 A fH
I7ik % R G — Bk i Cas9 85 11 F1 sgRNA,
AT B G T AN R a0 (0 22 U g L A, BT
JBUKL () CRISPR/Cas9 F 4t L. 45 & Cas9 mRNA FlE
FBT ) R G B A S e Pk . AR, 2T ok
CRISPR/Cas9 & Gt 75 M i 7 WL AFAE —2E PR AR
LIS pDN ARV R R b i 26 21 v & A= SR AT A7
FERIAE .

R P KA

2.2 AT CRISPR/Cas9 Z %t i# 1 B 40 K 1 77 S 4

WA SE: CRISPR/Cas9 245 fiv i 111038 16 2%
e, (R EAR T RE S S8 P A E R R
PERNZEAE , BRI T =R L SRR AR L
b AR LA G IR AR . TN R B A4
e AR, 99Kk T (nanoparticles, NPs) il
Rl ARG8T ZeE (K2), 288 THT
CRISPR/Cas9 FGtih ik 4 KR4

Fig. 2 Nanoparticles vectors and in—vivo gene editing strategy for CRISPR/Cas9 delivery system
B2 FFCRISPR/Cas9ZF 5k i B 20 K i 7 o K 4 14 B ] 4 48 R g
I: CRISPR-Cas9ffifi, II: sgRNAFICas9 mRNA, III: sgRNA/Cas9 RNP.

22.1
LNPs)

JIR B 4 K Uk 2 e i I A IR B % R L2 —
R, B H A A R oL A B E S I FRL Y
BIRE A TE AR SRR IURL, Al G4 % R e A R
AR, 38 3k ARl B ARV R A B 20
Jite U8R SR AT LS Bh A Rk s o e A A, AR
e %52 RNA ZK SR . i 02 B A RN 5028 S0, Y
SO O R IR ORI, R R AR
BEAICHE . PR B4R R, AR R M £ 26 7F siRNA
AR HET TR, HRTEK, LR BIAKRIRL

g T 44 K J5i ki (lipid-based nanoparticles,

FLAith ) CRISPR/Cas9 33 1% 72 Gt e A A B2 S LAk P 35
VAT .

JE T BH B 18 % 9 NPs & ] T8 %% CRISPR/
Cas9 RYt, Zhang 75 2" Gl 1 —Fogi B R £ — 1
Tk Jg 18 15 17 BH 25 - B8 B 49 KB T~ (phospholipid-
modified nanoparticle, PLNP) {&i$ RZ%c, 1] DAk
45 FN % pDNA, T2 % 72454 (PLNP/DNA) ,
A A375 A 5% YRR Ll 47.4%, /NERIR N
BRI K AINHIZN 67%.

XPEFLRR BT T IR , B e BT A KR

(lipidlike nanoparticles, LLNs) , 1 Dk 52 #f
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CRISPR/Cas9 HIFRYARLETE , IHARERNR BTk
B 2A 8 . Zhang 55 2 T HRE L T — &R
A WRELR W] A YRR IR SRR S, T ik G
fih Cas9 ) mRNA, & WA 2 S BR 17T A 9 A B A Ak
B VITEAR SN FI AR N 422 B A 2L Cas9 mRNA i
KL IXSE R A YRR A 0 NG TR AN K b BHE AR 2 — 2D
Tk, VE R TR IRS% TH .

Miller % > & il 1 W ¥ B 7 2 R
(zwitterterion amino lipids, ZAL), ‘E11HEW% L [H]
1% Cas9 mRNA FllsgRNA, FiJ] ZAL 44 Kok
TR 1t sgRINA JR e £t 4 it v 9 2 11 o e TR PR A1R>
90%. X S 5 — > F TS AR py 4[] 328 1% Cas9
mRNA I sgRNA BJAEFEEEB IR RGE, AIHEAT KA
£ DNA i .

222 REYARIAL

RE WYUK T 12 Tk - PP A Y
FiBR, f145 pDNA FlmRNA %5 . [HE FR AWk ik
BA 2RI R Sy, B 12 1 FH S
FREWA RN (polyethyleneimine, PEI) |
SERME (chitosan, CS) % . IR A —FE, R
BN BRL AR ] LU o N AR BSR4 A
AR B 52 A9 IS I RV, I A A 1) 52

R 7RG FH T CRISPR/Cas9 #3515 FH 2R
Y. AT I, S FREGYPELS
Cas9 5 H LM M BE, SR )5 5 sgRNA 25 & T2 il
CRISPR 4K f0kr , BTy b Kf CRISPR 7 4t A% 4 45
iR F4EC 04 AR AY <6 B (% 4 BK R (methicillin-
resistant Staphylococcus aureus, MRSA) , Ff4 %K
Gk T HARHEPI . IS IR A A 0 R B
Cas9/sgRNA j# 1% R4 o 3 S g eR 2.

FER B T 2% CRISPR/Cas9 R SEH) K4
BEWHAK . Qlao 55 P LA UL E T (red
fluorescent protein, RFP) 3}3&7E 52 B M I iy
TEEATEINPs, 7] LUK Cas9 RNP F1H4E DNA fiEfA
(] i 25 BN AN B b, SRS RO T 46 78 3 40 i A
AT HDR /i (9 B R 20 G 48 . 5380, Liu %6 2 %
T T — P T R A W/ TCHLA A A0 KA 14 3 4
] IK R GE, Gl HDTERS cdkl] iR ) CRISPR/
Cas9 FURL I R TR Hy R 2 B AR £6 . Tk R 4% AN g
FREGZH A TEHLZ oy, I i f A FAE R
HH L7 SR i D BRATT AR W B M e 9 oK AR R T LA 2
T 2 L ) e UK R AR e i 3 AR ) 3B 3% R 4T
¥ CRISPR/Cas9 Ji 4 326 1 31 A FL s 24 il MCF-7
(michigan cancer foundation-7) Ziffi4%H, SEPL

R BELA ZH AR, CDKI1 2K P8/ i 90%.

B PEIFICS 4b, A H AR RS Yl
£ CRISPR/Cas9 f¥) % 1% 2% 44K . Alsaiari 25 27 )45 T
a0 K g Wb A K Mk 22 8 (zeolitic imidazole
frameworks, ZIF-8) ILfl3} Cas9 & H Fil sgRNA 1)
ST, HARRCER 17%, I H 1k
RO EE TR ) N RHEIR , 4 RN EDOE
A LR R IRREAR 37%.

2.2.3 DNAZKZEH

DNA E 9 T DNA 40k 454, T Rifg
FIHE 1) 25 P 3% 3% . DNA ()75 AT #, DNA Z [a] (1)
AH AR AT S50 45 9 7E RV L1/ DNA G4 K 2544 LA
KR i A RO R IR A 42 . DNA 9K Z540 & —
TR NISIE R GE, BAAREATRES R . ALY
BRI fREL, DR AEBS M MRt
Fla.

48 I, DNAYKE5H 2 i1/ DNA B
Watson-Crick il JE e X 2126 19 . (H )&, X Fhal 3t
AR 2%, T E K DNA. it , R A il
(rolling circle replication, RCR) fijfk T DNA 44K
ZEFII LA Y Sun &5 Sl R Y1 O S R
AR e 20 DNA 9K+, ATHF
CRISPR/Cas9 RNP [3% . il i &2 24 & 1M, DNA
YR EER T DI R SR ) Az A, DUk
SZARAR AP X % 11 8 A R R B A T Y i
7%, ARCIETT A0 M. HAG fh2# &1 () DNA
YRG5 R AT DLt — 20 4 LA AR BAR I T AR
PE AT Rh s R AR AT T P RME A . N R
RS 3R5 W) PELTR Y U J2 AR R A A PN AR 196
i B SE 5 IS Cas9 BRI A4 30 T AR 41
JHL T B A A s i, TR ) R (R e 45 R
N, 3K DNA 292K 25 14 526 1% 4b 3 1% 240 il 52 70 A
(28%)  Lb V& A7 44 K 28 AR %l Bl 3 3% Ak 3 ) 41
(1.5%) 7 184, W Cas9/sgRNA & & ¥14A %
% BN AR TP IR R gt . S, Rk iR m]
HREN A, Cas9/sgRNA 5, kB ESWiLHE
NAMREAZ, TELERRAH IS I 0 [ e S ) 2 A A
278
2.2.4  TCHLAAKMEL

TCHLA A R AT ] TR % . Kok 1
J&— BT B9 CRISPR/Cas9 RNP i# 3% 204K . 5 |

RUARSCR G AR, SRR R/ N
A7 A S T . Mout 45 B 3t T —Fp P 1
AR S 90Kk 7 (ArgNPs), FTFidik
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b 2% 5 4 (9 Cas9 2K 1 Al sgRNA. 2 i 7% fifi i A
Cas9 75 N A iy 114 2R IRAR 2181, 4 2 R kA
ey i, FEZHRF A Cas9 ML T, M
T BERS T 5 b 45 5 ArgNPs 715 1F H faf 4 K5 22 R 7%
I AE CRIGI I E N7 (nuclear localization
sequence, NLS) DAMCGEAZIBIL . {1 FH 2 P4 R
B AU RARTS , R A SE DR 20 S 03 TE 23%
F30% Z 0] IXEGPRA M RSTIRR, FEVF2AR
TG

U PR TS ZE RN N, Lee 55 PV R

T—FET 2N KR FRRG, REIFR 6%
Cas9 RNP FIfIL{A DNA, Jf38 1 oy B v 5 A 2021 1E
SEUNERA MRS A RAE (duchenne muscular
dystrophy, DMD) FJZEAERE, Ff /MBI AE L
N ZRFSE T C57BL/10SeSn-Dmdmdx/T (mdx )
BRI, HAENUE F-A R L p B JE U
Ap gE R, L6 meg/kg 1Y) & LN S — K
CRISPR-Gold (i il B 1] (L TR R AR A
REAS (28 A8 (1 S FRAS R 2R 1 35 DROGH AR AU A% I
RIKE]5.4%.

Table 2 Summary of the specific nanoparticles vectors for CRISPR/Cas9 delivery system
%2 M TCRISPR/Cas9 RS IH XM R BAK R

FEEN EAY S AR Y A ST LV Wik %
SCHk
R gk ik BEARAE I IE B R [ S pDNA 47.4%"  ARAN R RER [21]
IR MR fREEME, TR Cas9 mRNA 41%> PRI B [22]
PP RS 2 JE i 5 7K ANEDNA i Cas9 mRNAFIsgRNA >90%> RSk FRPY [23]
AWK Sk PEIE &Y SRS, A7AESH 1 RNP 32%  HkAh [24]
i 8 A K ) R
F RN L ARAE R T AE Y RNP 12.5% {4t [25]
e i
SC R BEAT AT A A SCESE %, JMERAEE pDNA >90%> {44t [26]
AP S A =1
ZIF B TT, AEYIAHES RNP 37% RS [27]
£, ARkt i 5
DNAAKLER)  PEMIIDNAYK L RAF/N, W T 2 %% RNP 28% PR [29]
W, R ER
TN KA R BB 4 2B D R AL 0 JE R gRAE AR, BRRS R RNP 23%~30% fRAN [30]
SRR T DX iy 7
P SUAR SR R, AT Ll 54%  FEXRWUE A RIER [31]

Eos L2V S Uk

R IR A

D RSNEIRROR, 2 IRNIBIERCER, Y RN ARG R I BURIA I 90% L L.

3 CRISPR/Cas9 # AR TERNE G T P HITAZR

UT4ESK, CRISPR/Cas9 £ 45 2 MOk 45 £ 1 1
TGS (K3) . i kA e e &
SERFNZ B BB Ak, AR SRR | A R K
TG A (o A T HESSE . CRISPR/Cas9 1] LL5 | AT BETE
RREAF DI REARAF AR, DATE A MR K Jibogd . A
CRISPR/Cas9 7EHE K /K- E R a7 rh B T 1
IR, 2T CRISPR/Cas9 f- AL ER 3477 AT fiE
SR IRIARYT R R, 3 RS T HRihtse b i
FARTT AN [ 0 ) S PR A9 E B B

3.1 3R/NZHBafHE

S IR AR 73216 (epidermal growth
factor receptor, EGFR) ik # I\ by e 4 Jifg 38 |
Gk IERE RN A AR ) SRR BN T, A B
TR A A . K2 15% BYAE/ N AL AL f 9 (non-small
cell lung cancer, NSCLC) Ji% 5 egfi & [H & H
XK fE—TWFSE T, Koo &5 ™ i MR i
(adenovirus, AdV) #HifA&Ik[F]E 1% Cas9 Fll sgRNA,
TENSCLC 4ii i 2 (H1975) Wik £ TETHR T egfr
RASGEREER (1858r), FEUANMIBET-IF HAKA
iR AR /)N, KB T LT CRISPR/Cas9 H &
DRVEYT A I e S PR a7 g ) . RRIF RS
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Fig. 3 CRISPR/Cas9 as a tool for cancer treatment
B3 CRISPR/Cas9% %t Fl T AEIR ST

Table 3 Targeted genes for different tumor therapies in

CRISPR / Cas9

%3 CRISPR/Cas9$i R A FA[EMEiaTTf B mERE
i ENCIE S T iid e N

EGFR IRET  [32]

b PD-1 &KL 1 [33]

NSDI Mkar  [34]

iR NCOA5 IfRET  [35]

Nogo-B IARRT  [36-37]

MicroRNA-10b KRG [38]

JBE IR EGFRVII W [39]

STAT3 IgRET  [40]

NS85 B A O = B E6 / E7 IGART #1 [41-43]

-5 1 (programmed cell death protein 1, PD-1)
JE— R E R SR 3, TR A B e
{E A mT DABH 1k 5 92 28 ¢ 4% SE 9 20 1L . 2016 4,
Cyranoski ** i SCHHRIE T Lu SS9V, %
IR PR IY pd-1 i [R] R  4  10 T 40 Jf 7 5 7% 1
NSCLC B35 g2 s FA vk . AT 4h A
I PSR IR AN ER pd-1, SR JF R R A
B AT EPNGYT . s, BTtk TR,

A= b R RN G b A A T R A
32 BrE
Zhang 5 % WX R B, nsdl 75 BT 40 M8 9

(hepatocellular carcinoma, HCC) 4f jfg H i % ik,
H5HCCEHMA RIS A K, CRISPR/Cas9 %
GEAr T 00 nsd ] R T LA 2520 8 F H3K27me3 HY
FEALIF M Wnt10b 5% 5%, AT 0] Wnt/B-catenin
{55 B O , FeZBHAS HCC H 240 Jfd i) 34 7 il
¥ . ncoa B KIAE 22 R W i g 11%) 4 i vl 2L
YEH, NCOAS Ryl = B4 1 %) 4 2 B it 52 A B A
HCC 1) 5 Btk . AR AE I BUR AL HAT SR BRI AT .

e P FEWF S KB, il 1 CRISPR/Cas9 /i 5 1)
ncoal FY 3 R 5 2 & 0 1 HCC 4 ) 38 5 Fn e
MERIE R, Jf H HCC 4 % i #8 2 1 T B . Nogo-

AT R RO, AR TR
FHETE DL S b B -] ot 2 Ak b OGS B L Zha
85 AT g T R B, Nogo-B 7£ HCC 4iiffa
SRR AR AR b R, IR R BURIEN],
FIIFH CRISPR/Cas9 i[5 12 56 R AT LA i 25 H0 il A4S 20
UL BRI A oA g 2 G
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33 KRE

microRNA-10b (miR-10b) J&—Ffiix A HOXD
S A7 5 miRNA, 56145 2 IV I o+ 20 g
& (glioblastoma multiforme, GBM) 7E N ) £ #
MGV 5 . 1RZB NSRS A O . El Fatimy %
TE—IHF 9 R, GBM (14 K 32 miR-10b 1Y) 5
VI, miR-10b YJRE I 548 W] 5 850 28 15 i
HET=, JH CRISPR/Cas9 125 741 3 B L] miR-10b
HE DX G KR BEA R /N ERURAL GBM AR K, TE
GBM R A | ARl . R AERKKEFZ
PRI A %€ 48 {&  (epidermal growth factor receptor
variant 11, EGFRVII) J&iA EGFR #(ZE iz i Uil
(545, EGFRVIIIK A= 78 24 25% [ GBM & .
Huang % ' #f 58 & W, fifi F§ CRISPR/Cas9 il
EGFRVITTA] LI b 22 5 98 241 A U8 7 i LN229
FUNEIE 92 K . STAT3 255 S Il S0
F  (signal transducer and activator of
transcription, STAT) #HEHZBEM G, EEMSE
GBM 7£ N B 45 Pl e gl 4 M0 - STAT3 {2 itk
g AR A AR 1, S SR RN, IR i
RZEMEER . £ —TWWFR T, Ganguly % ' £
CRISPR/Cas9 413 1Y star3 B2k ] 5 Z0 30 1 /1N 5L
W GBM [y & A . KA, 2R 5 5 9 R A Y
(glioma-initiating cells, GIC) X} STAT3 i i,
I FH 5 PR 4 i A R 2K 1% S0 i STAT3, W] RE XF
GBM R W5 A 4k .
34 AEILERSHXETE

ANFLKJE W7 (human papillomavirus, HPV)
AR IR R, FEIAE TR EE A S EUE
S E6 FIE7. E6175 5 p53 WA, AT BE 1 fi 98 240
ORI T (TI0VA  7 NE /N L  O el el |
(retinoblastoma protein, pRb) Fa e, MM
I3 Ff e £1%) 240 e S S o . 7P e 35 i R B e ol
HPV 5 & #0857 A9 FRAE S0 B . Kennedy 45
fifi FH CRISPR/Cas9 755 - £1 28 41 Jifd & 1 HPV A
RIAH D], 45 5ESC, CRISPR/Cas9 431 E6
s E7 FE PR 0 m BRI T 4 S5 40 M pS3 5 pRb (1) 3
ik, MR A A R A AR TS . [FAE, Zhen
Al EOE W AR S R A R D BB A bl i
CRISPR/Cas9 7£ HPV-16 FHM: 5 2505 41 iy H #i 5% E6
S E7 2 AN ML 3G . 554, Hu ™ IEfE TR
fii 1] CRISPR/Cas9 H 4% 4 [n] HPV JE [K 41377 HPV
HH S BT S 1) 22 A P AT RS

4 B =

TE 2/ JLAET, CRISPR/Cas9 KK 4w/ 2 40
B R NN B R ) B R A i T L BRI
IBIT ORI FRR IR, AHE T LRI S)
IR IE S5 B A0 . AT LA A8 B ARG i s il . AR EE
KRNI Z Rk B, HRi G T2/
PIRIIRIT 20164, B IX#EAT CRISPR/Cas9
G IR E, J@7R T CRISPR/Cas9 1677 it L 11k
FRRE B g BRI S . {HJE, CRISPR/Cas9 %
295 167 1 -5 H Al 35 R 7 2 A G A R ] Tt R i)
JI B A5 AR = 22 4 S 33 % R 48 2 CRISPR/
Cas9 H2 A TR P HE [T 750 1 P

PR SRR IR SR DI RE . A R AR,
IFE TR AL 5 AE . FE— L8 CRISPR/Cas9 /% 1)
FEH g, R R T SR . [F Ok sgRNA
A5 20 bp [ DNA P, WEAE B BGSEAT 57T REAT
ET ANBERA . HIk, W% ER U5
(5] i FH S X 69 CasO 410 1R, 7 FH 26 1A R T R 4
I Cas9 2 A S, A PR sgRNA UK IE A %
PEEEAL ., LL3RE SR CRISPR/Cas9 & 4t 1 JI #E A4 0
FAN, VEFEIE 241 CRISPR/Cas9 33 1% 8 20 Flish 1% 2%
At T LAY RS AN

il = 2 AN % R G021 ] CRISPR/Cas9
BRI TR N SE AT T I o — R RERT, e gk
# 1% 1 CRISPR/Cas9 RGTEHK A 25, T KIRE
P MG PR DR e v, R sz s
TR A . BCTIRE I AN, 75 P B L5k 240 i
FESERR, JFOE Ut A0 MR ORI ARk IR . 73 4h, @b
N Pp B pDNA ¥ iz 25 41 g 4% v DL 58 )8R 1 5 19 7
S LA, WK HRE v IR T A AT . A AR
95 BE R A R A DR 1 R

CRISPR/Cas9 £ P52 S5 1 1o FH 2 — ARl B AR
(15 . CRISPR/Cas9 [ ZE A Ak ekt 7R 17 3
TEARIRE2A4I, (RUHGEE2ARIESE . I RIRY T AL
4YIF ) W E RS MR T B, BRI
ZHRFRAIE TRRE B . 534h, BT
IAY7, CRISPR/Cas9 A 1243 F /K I i [l 25 i
KA | A AL DAL 3 PR (I R, g
ik, Gt ARSI, A RER ARG RN
M2, HT CRISPR/Cas9 - MEALEE A VAT T AT AE &
IR R AR, eI PRSP B g 67 Hh e
WE KT, IR R A R
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CRISPR / Cas9 System and Its Application in Tumor Therapy”

QIAO Huan-Huan, ZHANG Qing-Hao, MING Dong™

(Academy of Medical Engineering and Translational Medicine, Tianjin University, Tianjin 300072, China)

Abstract The emerging CRISPR/Cas9 gene editing technology can realize the manipulation of genes at the
molecular level. It has the advantages of simple design, easy operation, good specificity and high efficiency. It is
widely used in the study of potential mechanisms of tumorigenesis, development and metastasis and clinical
treatment. Recent researches into the use of CRISPR/Cas9 for tumor therapy in vivo have focused on developing
vectors. Non-viral nano-carriers developed by nanotechnology can efficiently deliver the CRISPR/Cas9 system
into the body, providing a new way for the clinical application of CRISPR/Cas9 technology. In this review, we
discuss the principle of CRISPR/Cas9, the current delivery forms of CRISPR/Cas9 and commonly used nano-
delivery vectors. We highlight several nano-carriers including inorganic nanoparticles, polymer-based
nanoparticles, lipid-based nanoparticles and others. We also summarize the characteristics, editing efficiency,
applications and new studies of different nano-carriers. The applications and progresses of CRISPR/Cas9 in
treating different tumors are also discussed.
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