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CRISPR/Cas: the emerging tool for insect genomic study
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Abstract: The clustered regularly interspaced short palindromic repeats (CRISPR) system was originally discov-
ered as acquired immunity system in numerous bacteria and archaea. Systematic analysis of CRISPR and its associ-
ated genes (CASs) revealed the crucial roles in defending external invasion of viruses and phages via RNA-
mediated DNA degrading. The natural CRISPR/Cas system has been remolded as the third generation artificial
nuclease, which is a powerful and promising tool for targeted genome editing. Currently, CRISPR/Cas-based
genome editing has been successfully applied in a increasing number of species, such as human, mice, rats,
zebrafish, bacteria, fruit flies, yeast and nematodes. In this paper, we reviewed the structural basis and mechanisms
of CRISPR/Cas system, and discussed the prospective application in insect genomics, to provide some technical
references for insect gene function study in the future.
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nucleases, TALENs) "', DL & 5305 f) — Ff 7 2% 4%
AR ——— A B R ) ol FR) 87 [ S B AR 1) R AH 56
Cas 5 1 ) DNA # & N V] Bff & 48 (CRISPR/Cas
system)"*"¥ (% 1), A CHFE E A48 CRISPR/Cas £
Guin AL AERIHLE] AE R RN &
I P 2 2 R 4 4 e AR 1 P

BEFRIZ IR (ZFN) 2 258 — AN TR N VI,
A RE S PR 25 & DNA 8RR & A AR 7 MR ) %
1% N VI Fok T fl-&M ik, RERE1E 2 Fh A i ik [A]
ZH 1 8 AL R IE BCOWUBE B 1 (double-strand break,
DSB), M ifs & 4H il 9 18 &AL 7 2R 58 48 4 1Y
TR R A4 G K Z) 30 M ERR A L, A
S S M R B AR P A1) b 3~4 AL . R FE AL TR T
WEEAR PP A S AR EE A S AL, WSS
B s TR R TRV R 7 41 R A% R N VTG Fok T V) HIAL ko
ZFNs 8 F 1) 0 B 2 7 21 Re S PR ) Fok 1o AR SR
TEAE A R 2 R AP AU I Fok T y2&al, #EAT TH2
M BE 1S 2 o

2012 ¢, 55 AR N THLIR N V) i 3 s B0 A
TRERON BT % FR B (TALEN) ¢ Science $F 1K
Frggemiz — 9, o SER MR EARL, ARRE
RERAAEIBE R 4 3 0 R 1 AE RS Rl (TALES)
I RAE M IR R ) 5 B MO T (Xanthomonas) H
RO, B34 ANERBRNER AorH K, N0
T A ARG — Bt , R S PR AR 12, 13

RIS R TR E . N\ L& TALEs f& 3
FPORC S, AT 2 58 MN Tel,  Wneis e
7 Bl A 7. Fe e, DNA 8454, M
0] 32 DAL AL ) 2 R 34T P

1 CRISPR/Cas& LN 43

CRISPR/Cas & 4t i 5T 1987 £ 7 K g T B
K12 R R I, 6t — B e sk I Il 255 IR P 0 1)
R BE E A 5 1Y, 2002 4, Jansen 25 U
1E iy 44 M clustered regularly interspaced short palin-
dromic repeats (CRISPR). CRISPRdb & —>H 122
REAE 14 1Tt CRISPR 15 B B %, @it
ST I, A 40% I TR A PR 24 BB R AR A &
/b —/~ CRISPR &[] Jig """, AN 4%l 7] CRISPR
A7 ri#tE . CRISPR 1 5 & 7 1 R A B 7 21 1) £ &
A AR U2,
1.1 CRISPR/CasRZi £ A LEHy

CRISPR/Cas 4 i CRISPR /3 41| [z HoA7 553 it il
) — R IR S A 9L K] (CRISPR-associated genes,
Cas genes) ZH . CRISPR FH— R 140 (1) i1 B OR~F I IE
Im] 552 J7 5] (repeats) 5K BEAHLL [E] K% )7 5] (spacers)
[ R HE S ZH R, Cas FE PR 9 5 (1) 25 11 57 FL A A% BR AH
RIThReIR, w7 SR R PET)%] DNA X%, CRISPR
A Cas 3k [K 2 [8]47 — Bt 9 5 211 [ CRISPR A 3
%% (leader sequence), F] & 5 CRISPR 41 5% P11,

%1 TALEN. ZFNJX CRISPR/Cas&GiHILLES

TALEN

ZFN

CRISPR/Cas

R SR A e i

EAFS T, FATALEH34
R EE BT, A

EARN T, BMEEEASS
S RZI30 MR R IR A K, RENS

FICH] LA — M, 5 R PR RS AR 7 1) b 3~4M 5
PEE RS2, BAMFES

IR IE »

AL FOK I R AR PERZ IR A
o)

JFORL e BEAELPITEN T
I Bl A DA A Dy 2 () TALE
HE PRI LR BGER .

S FH 5 AERS 55 RN, ke

SRR T Fe T A A
FePERE. DNASESENC, X%
BRI (1 454 B Th BEREAT 2
ELE,

FOK IZ MR (K AR 7 VEA% IR A D)t

KA EE P ITEN T ek
Fe VA AH O Ll (1 B 4R B R 2120
JHik R .

AES 55 5% R RN A T 45 # 3K,
AL AR N L SR P
IR o R S 2 1 EE A Pl 5
IRAFFETC, 6f B R AH A ) H AR
AT AR A B 1

RNA/S:, sgRNA (single strand
RNA)_F20/Migi ) 17 5 57 51 LA
J IR T 51 )5 WPAMT 41 o

T H P ILIR N 45 K Cas iR
H, —ANESEABEIFHNH
W BRI &E P AT — N TN
RuvC-like&5 #4354y 51 V) EIDNA
I 2% 4

HFE A sgRNA H12058304M s
FLI 15 7 SR AT

JUT-AT AAEsgRNA A 5 T4
% DNAJF A AT VI E] .
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Cas FER A ARSI Z 1, TIfeFEE. RIE
Cas % [F /¥ %1 F1 CRISPR/Cas % %t % 5 B 1 7T ¥ %
GRHA NI LI, N3P, T RE A
HEZA Cas FHEH. | RRGE N YNHEAANEFH#HH
KB, IR RZAAET HME T, SFa HIAE
g e U, XA SR 2 Cas R AN
H&5KZ 5 DNA V)%, 1A AEAE T 40 1Y,
HHFE A Cas9 H kY] % DNA®Y, [Hit, x4
KM RG R BUER IRZ KN L% . Cas9 &
HH 1 409 28 PR 2H B 1) 2 R S A% R Il 465 1) 3 1)
E|EP, —ANEE E R E R HNH %5 5 45 1) 45
F—AM7 T N 5 RuvC-like 45 #9384) %117)E] DNA
FOm48E P BT, RGO NHT A, h
B KR BES M, g, R, B 4R,
KBS B, R MR RRIEN, RSO AL R
GE RPN
1.2 CRISPR/Cas{ER##l

R CRISPR/Cas [ 7 4 #L il i K 58 4 %) B,
H L HEA BB AR BRI AT RSB A 3 AN B s &
B, Fim. T BB, AMKRAE DNA
%) Ji B[] B 77 3] (protospacer) ¢ % A 1|15 32 HE PR 41
ff] CRISPR 17 /4 5" 3t () W A~ B e 51 2 1] @Y, B
SR H EE AN A AL mUE RN, (HIRA AT AR
se RSy VEI Cas B FZERSAEH], Wi%EiL protospacer
B 1~4 A B 5 & R 57, X A PAM (protospacer
adjacent motifs), ¢ IA Jy£E A7 i PR 1) kS B B A
F B S8 B B AL IR, 55— 20 /& CRISPR

Sk P2 A TR AE 9w S RN A (precursor crRNA, pre-
crRNA) ; 25 — 20 & K BF pre-crRNA I I ik 55 8%
cRNA, 7E N ARG, KorTFHEE Cas9 fEX—H
Wk B ZAE . FE8E orRNA F 5 trans-activating
crRNA (tractRNA) J& & XUEE — 2% 45 0 2, LL4R &
Cas R A V) E|. 55 =B B & crRNA Al tracrRNA 1)
ZEAEYY Cas AL G, HBRE R AL SR
X DNA 247 V)%, 74 DSB, I M RGIHIAL
BT PAM i 3~8 nt 4k B9,

FESH TR A 40 B 1) R A6 S R4t crRNA A
tracrRNA 5 Cas T H 45 & KIEMEH . MG &
Zi 1, crRNA Fll tracrRNA ] — 560 & Sk 0] fa4b N
single strand sgRNA, ‘& % J0H #f — /> T kb T #E I
B35 51 S 5 — A1 5 Cas9 EEH S G
AR, Wk, REREWRAEY sgRNA
A Cas 821, (EREWEI(EHL. A RH ST AR YRR A
S 1) P,

£ CRISPR/Cas RZEHIME T, #UARAL B ™
DSB, DSB #5241 5| & HE FVE A i iE 2 2 (non-
homologous end joining, NHEJ) 8% [] Ji # 2l (homol-
ogous recombination, HR) 1& & L il X DSB #f 17 1&
5, WAFEERAA P,

I Y5 B 2H 15 55 A2 D[RR BE 9 AR 1) 1& = AL,
B AL AL RS (site-specific nuclease) 55,
HAEEAE® 5. A HR o] Ui AN — D 24
FEDR, T DT B B 4 o 17T S (R A S
B ALH A I A —FAS 2 H 21 [ B B 12 =L

N N

N CC
’ N NNNNNNNN -5’
3" —NNNN _ar
H? ~NNNNN Cleavage site GNNNNNNNN 3

NN PAM

Target site

N
NNNNNNNNNNNNNNNNNNN

Bl BTEEARENNITHCRISPR/Casd R G RER"
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i, BTl FEWTRALES S I/ N B iR R
A, WS PRI RAL, A R D) e BIROR .
1M 7£ CRISPR/Cas H, T 22K 5E NHEJ 3K A2 A8
1.3 BrR¥Bsiy

525 R I, CRISPR/Cas £ 41778 [t ¥ 2N,
B Hy T R A7 AR AR ) T AR EE 13 A B A
PAM FF 41|, TXFERFFBILE R 25 R 2H rP AR 25 5 H 3
HE, B2k Cas B HARRF D) ] BETTR M,
Cas HE X T~ sgRNA 5' S A 4R T AL A A A — 22 1Y
BHFE 5 WAL Z T 1 AIE, w0
RN . T AE sgRNA [ 3' i (R4S BC, 8% & S 808
AR YIE B, AR R RN, £ S
AR RSO R, Cas9 £ 3 RE D) BIXUEE 4,
EAE LR, FER X R SLRd, ] CasOT
(Cas9/sgRNA off-target searching tool) . .. PCR §~
SR PP 73, 45 SR AR AT 3 B A A B, 3 B
ANFEPFPZ 8], Cas9 HIORIELMEAFAE— & % 7

2 CRISPR/CasZ& % £ R g HI N B

2013 FE 24 O 2 A0 7L AT BA7E 28 I S b
iz Fl CRISPR/Cas % 4t % 5 e J& (A 26 3 47 ¥ 1) G
e B0 ORTR] S AR AR R 5 1572 A &
SR TeAE, B Cas9 H AT sgRNA, LA 2|9
IR H
2.1 FHE5TFRIKsgRNAFICas9TE B B FRAL

5 — i SR SRARAA ) 7 A R A P A TR
Y5 i%. Gratz %5 ¥ —/NE Hsp70 B3 T F &
1k Cas9 BRI FUR AL 73— ANER B U6 BRI pol
IR FF F 3K sgRNA [ JF0RL 5 21 b6 4
AIR)Z . ARERS AL 45 J5 A vellow 1 NEERREE A,
Forill AR R 25 RO, 4HM H & 34T NHET (25
Jeis 66% HIHE T G SR 2 AR AR, AR 5.9% 1Bk
T B S A T D — AN TRARRSE AR TS
Pl sgRNA, AT 7 5l #E 1] yellow 5 K] 1 i T 51,
2251k B AR FE KR Bk R I i RAZ R

FIU, Ren %5 ™9 L T RFE B F. sgRNA
SRR RAR R . W FURIN,  TE nos 3
BT T RRIK Cas9 B FURLAAE U6b J5 51 F 3%
IR FESCHE sgRNA BRI ST G, RASRCRE &=,
21K 3.2%.

AT AR E IR, AH = AR R FE AR
LA
2.2 HFHFsgRNAFIFRILZCas9ZE HAFImRNA

Bassett %5 P! K B 4R 5 U7 1) sgRNA 55 % ik

Cas9 £ [ mRNA — &2 73 5 21 FL b 500 A i o
EUFRIL DR vellow. 4 88% MM 4 T /b —A
RARJE AR Yu 25 B ) R R ) 7 3255t vellow 2%
TANEER AT R B, SRARRCRIL E] 80% A

R TER RA R, FE HRRAE R A2 )
PN SRS ORI T e, B NN
RN 2 KR T sgRNA Fll Cas9 85 [k 7K
S T SR AN L ST I RNA,  7E S IR iR b 3%
BACEE T AL, HRNEIREIET S, Ao
X — 0 R BT R B A
2.3 HEFERIEIIZ

Kondo £ P2 3 iof 9y b 5 35 D) SR i 2% 22 72 A 2%
BRIEAR . —FhiL I R R TE nanos JR 8T F, 1E
A BE YN Gk Cas9 R ¢ 59— Fh L R IR R e A
U6 JAZT T il R ik sgRNA. Killgs BEH, A
90% [P RMWEf= A T B — AN, FEH PR
sgRNA JLRIE SR K 1.6 kb il Bed sk, RAR
G ES U=

BARIX P I I RAS AN 0] & Lol &y, (R R
SR RHAB G — N PO S DRl 75 B 7 A — PR I
g, B R A m . Ak, AR A
Ja I TR 2 N sgRNA M Cas9 FEH, i AF 4L
HNEAR.
2.4  [E1%% Cas9E E B R8T S RIDsgRNA B Bk

Sebo %5 P 7 A B 41 il R ik vasa-Cas9 55
3 IR SR 08 v S 4 B sgRNA (R KL, 70% (1) SR e
PEAERARASE R, Ren 25 V1 AR 5 525G, AN
[ S5 AE T8 FH B9 2 nanos JR 51T, 3RIFRASHIBER
N 92.9%.

AT =AM AR 5%, O EE R R AR
41 ffg ik Cas9 B 117 J8E G0 7 R 41 i 7= AR R,
SN IE H AR K AR R ™, 3 L B A B A
RABME G oG HwE SR, SR,
SPR b, CRISPR/Cas9 F7 #4528 [A] Bk [R] e AN ], L
& BE PR AH TR RS s AN TR 22 S AR K. BRIk, AT
BHIAE R R IVBEA R TFEEHIL R AN Z S, Gratz
2t VST g o) [ — JE DR s 3R AT 52506, 45 R BLSLIE
5 gRNA Hl hsp70-Cas9 UKL R IEAT 8% ;A T R
ARG, A BT 1.4% 2 RARE ; [\ vasa-
Cas9 % 5 K FL i 7 5 gRNA [ SR A 53% 74T
RAFR AR, WA FER T 15% & 548 4, AT I,
BB TR Z R e, IFH R 7E A5 40 i
ik Cas9 AWM RIEEE, 57 FH.
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CRISPR/Cas & 4t J¢ H A B HUS: R Th e Ak 50 Hh 1 87 103

3 CRISPR/CasRFZEREHRIN B

EEAMUGE M AEGHREEFENER T2 2
o, RS H R R . T EIRA
AT, V2 B TAEE R AR AED A
THXHERHAIEATHRE. £5 &+ N CRISPR/
Cas RG0C MR BREE B CL3R1F L2 . WF 90 & i 4%
KA JRIER SR ACHHE B 1 (1) BmBLOS2 JE IRAE A ¥ bR
B, W TR A M sgRNA, BT BAE
S E T, B gmiY Cas9 ) mRNA Fl sgRNA V& &
HEHBEEMG, RIS T mRBIRMN R ER
ik, I H R AR E L B,

PR K2 R A R A 5 X S SR = DK
NI R, EFET BmKu70 fE AR F, R
CRISPR/Cas % 4t 1F 5 25 1% 40 M 32t 47 52 17 i Bk B
T AT SR F B0 2 e A FURE DNA, TCERAMES, W
BN RNA B ([ RE BA G Bl MR B
Y1 i NEF 5T 6 AN FERI ) 10 2% sgRNAs i, Fif5
BUBRAL AR AR T R MRAE, RN RF W LIS
LA AR A, HHEARIEIMER . ik
b, CRISPR/Cas9 if fie 55 i Ml 56 & [n) = DK 40 45 44
Ak, RIS ER RSB B . 5 TR, &
RO E I S R e 6 IR 4 45 M e 3 DA K 2 {6
) B S (Y S BRL, RAIEFE B RE A A2 A R s 2 A
PRPET A S AR FE.

4 ETRIREAHIZE LN SIBTHRE

IR Z 4 0 M E T SCTE A BEAR A A2 5 72 A T 4
NERERR, A /D B wE R IE TR T YR
154 (HR) #4245 4 (i) CRISPR/Cas FE K &1 Y,
T AR [F YR R i B B (NHED) AR B 5 7 A 1)
R BN AT e, AN ARIE, K
JUBE AN P BEARFIH NHET @B 84—
BRI ) AR %, AEL ER T L R R B N
[ B /ANAS T TN, 85 TG A B PR 2 = A R 1 11
TN MHERECE e, ol afe DUN FH Fid R 5L R Th fig
wE7e ¥, SR, HRAEERAE A IRFNZ ARG . HR
1B 52 815 2 DLRNRBE AR, PR EAR &, R,
I HR 342 ] DLt 56 PR 2 BB AR AL i AT RS BB i o

Gratz % " f g T —A HR B ZiR 2T & 1t
14 DNA #ifk, & 7 PR A RS 1) £ o bz
LA T B JE eI BE R AR 1) attP OC31 W B 1k B
AT L B W ARIC 3xP3DsRed L J £E H: 5% 1) loxP
P85 (R TARCREM RS B ). B3R 59010 gRNA

(1) DNA 3£ 73 4t 2| vasa-Cas9  F K F b I s A1,
16% ¥ 7= 28 T AR RAT .

Yu & B g T B A AN R B ——CG4221
M CG5961 1 Ak Fixt 4, FIH CRISPR/Cas £ 4i
ATHR IBEFEAT L Ak I $F Ligased AT
& (Lig4'”), PN Ligase4 3£ H ThhE¥E 2% J5, NHEJ
WY WY, Wi 2 5 ) HR & 42 & &2 DSBs.
1E CG4221 RRAAR T, CG4221 B K/NA 0.12 kb [
F-box 14l loxP ¥t B, FHILFDREELKL. 1
CG5961 AR AL 45 F . 78 [FJR & DNA
k., % it— Hind II BRE|PEA7 55, 38T HR &42,
RN B | CG5961 FR a5 — ANt 1 i~ 40 bp
f1 P9 DNA 7 Bt. EfF—32/2, A& HR &
Fi#1%, FIH TALEN (1R HEAL T CRISPR/Cas
RYi.

Port %5 ™ Fi| ] #% 3£ [A] Cas9 2 Al I ) gRNA
IR, HEZFRAAE—E, @R E A
ITREWR R g, T A 5 20T W AIARIg . fhAT]
Wit T — N E R At & DNA LS| A—4 11 bp
IR, XA P H1 45 Bl B ) 1 e A 1R i A i
s it /& DNA vE &F 3| act-cas9 U6:3-gRNA-e It i,
7724 DSB 75 K 4 il HR P2 248 S8 A8k, RAF (R 2%
RIKF| 40%, FEHMF R, 7EIEL7 S 44k DNA
ARG Er o

Bassett 25 " G F T /E R0 S2 41 AP, K
& HR [ CRISPR/Cas9 RGi A= ARG R4, A
WAL R, J % DNA ZEA% R (ssDNA) Al XY
i DNA (dsDNA) ftAR #BEe A A BAR, 7E 5 i Fl 3L
fl Py Ah s HR @152, PRk, flATT3 5% 4% gRNA
DIEIAL £ 3 1) DNA {4k, PCR A 45 5Lk 21,
FIVRE A, BEGACRE, JF HR R RS K
GBI FPEIE R EERR ) N 1 kb JEITXAEAR, B
FUE A AT e AT DA ) SRR AN i R A, FLE AT L
B 5 JRE DR ZEL 4 P55 ) A R 2R
5 EERAFRRT K

H:F PCR Wik AR 7%, R KEAN T
Wi, HACEARE. Yok W IFE T — R i ik
538, BRI B white FERARIC. A AT1E
Je M BB A white i 5 7 51 (¥ pP[RS3T™ #fk, H
¥ gRNA FI#E LA DNA (pP[RS3] M-yellow"™ ™"
FevE g B MG JERR, yellow F& K] 1) 58 A8 44 v] il i /&
28 white” KA (ZLHR ) SRAIWr. 7 EA TR B &
M) PCR FIBEMR, WSS, [ .
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Pk, #ERR H3E VR . Gratz 28 " kit 17—
Pl s, A8 & F T AR SEARAL s L AR IE (1)
TR UERE R, W DSH3PXT™™™ S, X Fh 52
FIFH CAR 10 1) i 7248 52 1 B v i 2 SR B 12 il 2y
M9ARAR . HRTTE X & RAR ARGk ik, N
W FATs /& PCR ™3 I, A 2 0 b 5 DR 28
oMU G R R AL, iRty , A Reid i PURR A
SERIEIRE . R, ROk i — B IR A 7 ik,
325 B 5E AfE DA R TR G () A7 s A T R R 1 1

6 BHESRE

CRISPR/Cas IT B! 5 %3 K| H & G5 B0 ) 5. 4%
VEJTME . RAE S A, CRONIER B RN
Wk ENSEETZRIT R NHTZMAEY
A I IR A 1 5 1m) R DR g R R R . i T2 31 PAM
(NGG) [P, EABEXT BT A bR AL f AT Y
H KB 2 1B 9 7R, AN [ 48 5 o CRISPR/Cas
) PAM K [E, B CWT. GAA %5 M [k, wf
PLE R A R #EAT &, &RV E

1ERNEE =N LR E ——CRISPR/Cas R4t
BABFEMH . E5, CRISPR [#E [H) R AR R 2
& T TALEN" . H: 7k, ZFN 5 TALEN ff] DNA 4
S S AEAN, Fit, 7ELhrgEhRE
TRYEEER 20 it & R B T, A 2 e TR B
FCAS Br. 10 37 % i) CRISPR/Cas 1 RNA N+ &, 4%
ANEERRAT m R T B e O A 1 344 [ 20 nt B
5, EER AR MERIERE, 558 A .

HARXT CRISPR/Cas 7 4t (1) 2 il F 570 J2 B FH 2
FERAS Ik ngs, (HILVELRIE MRS A 52 219 B
£ N F 77 T, CRISPR/Cas % 4t 17 7F — & ik [ o
B ANEAEVIERRBRREZNKR, B R
HH R A v 1T AE R BE R AR AR A, R, ATRE
FEAEH TG iR, AREBERWR, H, B
SRAE SR SR . 5K A v I FH A A ) 1 B A8, (HL
A SCHERARTE 78 oAt A A b S FH IF B B A R
WM N O R, 7B R T IR AR
I L 5] R, e R S A B DRI AT P B AT VR UR A
HHH Cas9 V) FIEG AN sgRNA, - 7E (5 8 R AZ /I
BRI PR LR |, KKK CRISPR/Cas9 £ 45 1 i 41
RO B =, RIS Y ) S AR A ik AT
PCR # ¥4 M A, A bR R ) R AR 2 2
AR Gy MR R, A Re Il P HE W 2 fai (i i o A
I, KRR ARATR IR T7 V5 4 J 0 126 1 (A,
3 B0 HE DL 3 B 97 36 (1) 7 st 3k A7 PR IE 0k 1) B

f). 4N, CRISPR/Cas9 £ 4% H it H PR T % k% 5
A R gme,  ToiE € O 4T i 2% 3 R AL B0, T
TALEN £ 43 i 2508 J5 2 20 B X 2800 1k 3 [R] 25 33t
frojag .

2014 F4], 7ENFEIMIH 5E R T 2T CRISPR/
Cas RGN AR R AH mbRime, KIEL 18 080 4>
FE A 1Y 4= 5L [A 2 CRISPR/Cas9 il [ (genome-scale
CRISPR/Cas9knockout, GeCKO) 3 & [/ 18 2L ,
BEE N R0 A 2R 47 1 1) 0 B ) ) 36 1 e 1,
X T B B A S R L 0 ik T 5 B B
B filhn, A THERER S RO R — R A
AR, ATAT S I L R ) A B IR 4 U R A SR I
(1) sgRNA Fg, 153 B @ B 1 AH B JE B B /1,
FHHMTE AL, REIREMHIZMRIER .

B Rt A R AR R R, ATE &
PG TR SRS E . KR, . BiEE.
NS BRI EENA, Nk, BEArtigsit
R A5 B R AR = R R A T R AR R LN &
%L, 7 CRISPR/Cas9 F 4 nl LA B A 0 B2 L)
JUPATE B R AT N THeAE, X7 R L R Th e
AR I % 5 B A B .

4% b BTk, CRISPR/Cas RGMFEN—THH A,
A4 NEH R ss, (HA 75 EHR oA Rt B
Fdg /e AR A N A JE R I R G N AT R
TR, Fk, TN ST 2 IR R RS
B, TEASW 5 3% CRISPR/Cas £ 4t Uy Be 1 &= filf |,
FIH] CRISPR/Cas % 4% [t 4> JE K 40 D e v B K
FEEEAEA, LRI AR T8 B AR A IR IR 5

(& % X #
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