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Trends and development analysis of genome editing

technology focusd on CRISPR
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Abstract: In recent years, new genome editing technologies based on novel and efficient DNA targets have been
widely applied in different biological and life science research area, especially the clustered regulatory interspaced
short palindromic repeats CRISPR/Cas-based RNA-guided DNA endonucleases (CRISPR/Cas). In this paper, based
on SCI-Expanded database in Web of Science, trend and development of genome editing technology research
focused on CRISPR are analyzed through bibliometric methods.
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MRS, WS EBRE LI =, AR =
FE AR T R 7 XUIR T A 24 . CRISPR $R
43 A AE 2012, 2013 F1 2015 4F 3 I N\ ik Science VT
Y AR R, AT FEN AR
W IURE M T84 . Bl 5 Jennifer Doudna Al
Emmanuelle Charpentierye [5 /& Il CRISPR/Cas9 %
4T 2015 4 H ONIESE B (R ARE T ) R AT
2015 FE4ERECE M ) 100 N2 BbfE, Xl
T-2016 - 3RAF L EIRAG « BT /K IFRE 2L B 4 25 (Warren
Alpert Prize Foun-dation) A& [F1IKAE « Bl /R HIHEL,
T 2017 3K 15 H A B BRFF 5 3 AR 0 H ok i “ H
AHEFRHE”. 2017 4 8 H, EHEEZEAREERKKE
Albany Medical Center Prize in Medicine and Biomedical
Research 2017 4F3k¥ 44 By e, 357k, Jennifer
Doudna. Emmanuelle Charpentier 7£ P ) 5 137 F 2%

RKIRK o
1 CRISPREFREFALREEEEZENX

CRISPR & — 28792 J3 A1 1~ 2 b A1k 1 = DR 40
P E S S K. WK Y], CRISPR 5 — RFIHH K
EE ATRFH R, G FEAZ AP pE R P R
IS SRR R R RIS P S e e 0 . X PR M AR
P AT BE 5 EAZ W) RNA Tk B2 2L, &t
T 1987 SE1E R A # (Escherichia coli) K12 ] iap
SR A g B M. 21 224, CRISPR 74
BRI 5 B R <7 1) Cas 2 [A] (CRISPR-associated genes)
SIS T i . Cas FE A& — 2RI R K, 9w
R H B A KBRE A R AZRE. R, ff
WEBFEETE. 2005 4F, 9 TR EE ORI T AR
WHZFE, BN FEENRE T, HRE
WU (5] B 3 0 RS RES AR IR R BRA O, lId
— R AT, ANATIAIR F Cas 2 H 7] DL 5
CRISPR J7 ZI W FEIAE L, A3 40 B 0 s 25 B A 3R 1514
R PETNRE, T [AIR% 7 A bS5 5 Cas £ H & AL
] 5 RNA {3543 X B . 2007 4E 3 H , Rodolphe 25 ¥
KB, CRISPR 5 Cas #J Ji i) CRISPR/Cas % 4 fig
5 {58 2 TR HIR PO IR TR AR, T B 520 7 A IR AR 5
ZJr, WEFLNGIZ SR T CRISPR/Cas & 4t T4
15|, A CRISPR/Cas & 4 & & 1 A i H 1)
RNA 415 1 7] 2w F5 DNA k%1% A B4 T 1 e % o
2012 4 8 H, AN KA 58 F1) 73 #2 HY Jennifer Doudna
N4 [ ) 2 2> 1) Emmanuelle Charpentier 4 5 ]
W 55 I BAAE Science 246 bk R = IELSEH, F|
I RNA i 5 CRISPR/Cas9 % 4 1J 52 I Jk [K] 4 45,

CRISPR/Cas9 &%t il /E N3t R gwfE T A Y, 2013 4F
B, BRAE B TR 22 5K B 7 A A BT 98 5 e ORIE
Bl 7 CRISPR/Cas % %t fig 1 T~ FL2h ¥ 4H i 25k [T 1)
iR PO, RS, CRISPR/Cas K 448 A BN 4
PRSI K “BILY, BHERGOIEME . B
fa, N TEFLEI LA KK RE AT NGE ) A A
W2 G0 SAIE S R, RS TG AR I TR PR A
Gn, PN T GEAREEAT Ak R g 1 T e
2015 4, CRISPR £ AREH RN H T ALK, 51i&
THRMEH S 24 H Eitie ™, 2016 4£ 10 H,
ZBR A CRISPR A 1 AR I A58 7E H 1 5 3
2017 £ 6 H, ZEE NIH BHbE T IRARRKG RS, F
il CRISPR/Cas9 +% A Sk 4 % 35 4 I SR U 1) S T
YUpIER, HLOAITRERE. BEHAT, ZEARMM
K5 MR Gk inZE it 4T, o4 KER
S0 S 2 AR DRI AR BT 25 TR T e R 2 R T F) A L
PER . A Pl A6 s 155 10 45 7 T R0OR 2 35,
e e A FE RR 7 RN 955 BIF 0 7 T 458 7 HH 3 K )
7.
1.1 MEARMBAE, CRISPRILLEIXEFZAREESRE
e

A LEF ZFN 5 TALEN %5 DA (1) 2 R g H R
CRISPR B A TEERMMNS, OHF R AF IR =%
ATHRAMEEZ., FHEET. BREAHREE,
R DI, AR ERSS . CRISPR A& 41 4
HRIRIFIER RNA TR S, FEAN TR A,
75 F 4 5 B0 7 41 HOAM B RNA, 7 B, R
B R s RTHERAL i 7 A B B R AR, 3 4
EHT 2R, m@R0EE ; Gex A ANt AT
o . AT, FIF CRISPR H AR FF K I 277
AAFETEANIE DNA, Wt A S RAMNEE A . 4
T ARSI I EY & FhET, B R O &,
5L N AR T 5] N AME DNA A& T [ — A
o, FEAL N AIX 2@ I CRISPR/Cas & ff
HFARFF KRBT == AR T 252 35 E Ak
AN ATE RS 5 i R Ya s 7, DR FE B A
TS - g F)
1.2 A=A fE, CRISPRERIIEEXHMIRAEN
S5hinnis

CRISPR Hi A BA AL 77, CAELL.
Tolb BERIT 2 AR EREENER . 21
HF 528 7] #6455 CRISPR/Cas 7 P )5 X 4 45 4%
KRBT S An SedAT T B0, R A e N R
J7 W TR R (EVe B 2k & iF RS
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Research and Markets HJ# 15 Tii1T, 2015—2022 (4],
RGBT E S FEBKEEIES) 31.1%, Jb%k
T3 5 4 5 R R B K i3 5 LGS,
BT “BUFERT . S5 g, RERHABFHEAR.
TR E IR TR SRR ME GG
MUN 18 B3, WO TR 35 = K B T
37 "9, Markets and Markets T3z 75 28 5 Titt, 4
BRIE DK 2 48 T 3785 M\ 2016 4E 1) 28.4 1255 7018 K 5]
2019 4E ) 554 120, HAFEHEKRN 14.3% .
= [H 117 W 7T A 7] Grand View Research 2 &) t T
2017 4 2 H R A 4o BR, AR5 H g 46 7T 3 2
2050 “EK5IAF] 81 1235 0. #2019 4, CRISPR
AN R R gm R T3 o K R e Rt 2 T 34 7 o6
B BAR 1,

1.3 Mt MBE, CRISPREAES AR ER
R, EMEN@

CRISPR &K g BB AREAR R AR5 2> 40
WS I BRI R 7y, G Al B R R
ARATCAIRHUIR 2 W g, & BN JAE 77
74 FEATI, A CRISPR A C4BUSE £ 50k,
3G AL T AR O e i a1 BT )
I Jegm e U 2, B R NIRRT
TEEZY) . 2016 4F, ZEE IEAMME CRISPR £
FAF NAREE R Gt o R PO )1 K 2 1 7 = B 1 4l 24
BB a3 T 4Bk & A CRISPR A # 1 PR 56
e yT . (AR, CRISPR #2441 —Fh
FH e e 78 A PR fT B0, SR ik, o] LLRIIE BLIw
PER 2SR IE . Hp B R B st AL R B WL BT =
KB HIBAFIF CRISPR R HHLE /N, $em/h
Freat ;O E WA 0T T A AR AR R S A
R, #EdIF R 2, BEdi R M. CRISPR
FA 1 4 ik v DARI 3 5 A B TR AR AR O 1) i
KA & 51 I M A I R, K1 T AR 22 b ot F 5
SeEGE . AN E TR
1.4 MNEZRAE. CRISPREZHKEITERKEE
B bz ih”

BRI G A — DU N R, R E AL
KA, HEE50 54 BRE AR K R (1) 5 ZAI
FRE 7E CRISPR & [A] g 157 A Ak 1 10 S0 & 7 4 B
WICR T 20%, 2 WU 70 R R AE ST N HAT K
SN . CRISPR 2 [F] 4 4 1 AR 78 ¥E [ & 15 (1 R 12 5
R B A T Ak 55 7 THI AT A AR K ek 5 5 3 1)
2], fE¥ B IEH TRRT SN, EFR
Z 0 R B . W RS AR L DR g AR R 1 B

WNLE, FRERN, S, SCRREN ROT el =k
BORRZR, QA A A TR B L
TR BN, (EA L2 o 9 4 BRI X 4 8 HO AT A e o
I, B D2 R ST e 1 2k 5 4 B R AR 1) e PR TF
FCLAE,  FFAE S [N G BB (A8 BRI 7 TR
Z 5T, IRFCH MEOR B, 7 A
FE| b2 i Rk 224G B AN 22 42 18 TR AT 5 2 I AL .

2 CRISPRERRBEIRARKEBSAE XM

CRISPR £ [ 4B H ARG R MHARAZEL & T
FEBFIEM. EE. FEEINR T SHZE AR
BHFFBEN, DMEHEZHEAR IR RN .

2.1 EE&EIZCRISPREFE B AR X AR
el

55 [ F CRISPR 3 [K] g 5 5 A 1) S ARARILAE
NIH 5B E. il 1 s, NIH %BIf CRISPR
AHOCTI H H i N 2011 WA 4R 7 AN INE] 2016 W 4F
(112224, BEBIEHIA 2011 IH4EH) 510 J335 i
TnE] 2016 M4EH 6.03 123650 ",

2018 4 1 H, NIH & A7 4 I & 1R 41 g 3 (5 41
Z’H %) (somatic cell genome editing) ", FAE AR K
6 EPIATEFL N AR 1.9 1226 0% B, TER
XS Ok B ) £ SRR R e T LA ML, T
RTINSOk B R g A, T R A ISR N2
21 v 3 TR 4 6 T L 0 2 4 kR A FR AR
%, DRSS A RN TR, B AEm
R AT R SR =g,

22 FKEMXTMERRERAWORAEAN

7E CRISPR H AR 2 J5, FREWMAE &
WA R A Gt e AR AR R R BE B, ISR SRR
SR BIFIARSCIN H SR M S AR EE K (K 2).
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2014 4F, EFHEHARBIERESLTY 7314
CRISPR H AR AT H , & 3RAL 440 1 300 A A -
2015 4, [H 5K AR A & IL % B 57 Tl CRISPR
FARMATE, #2014 FHE EIF, SFALG &5
BT 3100 AT, A& 2014 4ER 2 f5% . ThEEE
Bt LA A B ST B 2R ShAA I T S I E IR
SR NG T 20 M 457 CRISPR/Cas9 SCFE FH T-9fiik
WG R B B R BRI AL 3R Bt B & ik 278 i TG,
FIFHIATHZE. 2016 4E38 % B CRISPR $ A
AT H L1t 80 A, Ba#iHt 3200 fit. Hr,
PGB I E 2 B B KRR AR EFH
“JAH IR FE A 9 CRISPR/Cas9 [ 2H 5 45 4 4
AR BT EPERRT R, &M
15 240 J376. 2017 4F, [H 5K H AR Ik 4 5 B )
CRISPR AR M ST H ik 97 W, #Eh&HILitH4
3872 JiTt.

3 CRISPREFHRERAM L BURK K

LA CRISPR AR AU ) 2 [H 4 g R e R L 22
J A A A Rk ST AT A PR R 2, O

M T BN KRG N, CRISPR $3 A 1 R SR R i 7
H, HISR SRR R R IR K
3.1 CRISPRERFFEZARILIERIREK

FIF Web of Science 4 FE, #22 2008—2017
421) CRISPR JEHH it R I8 . 20082017

4500 150

- EEEH (A7)
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—mE%
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2014 2015 2016 2017

KR ERERRFREERASL, ATHRIE
E2 ExRBARFEE2014—20174E ZEBNHY
CRISPRIAXARHE R EF(ART)

TR

RIS R 201845 H 24 H , ot 2 5 E i 1A) 92018465 H 23 H .

2 R RAENature. Cells Science = KT J HFF) R i,

FEfR 10 4F 1A, CRISPR %[ 4w 5 A B 50 AH 518 3
H8 1425, wXEEREE KA (K 3), P
)4 38 0508 73.31% 5 JUH A 2013 4 IRk E
CRISPR/Cas9 % 4t (£ 7.3 ) 5 I 2H 2 48 v 1) 9 FH
DK, CE B APUEGK, M 2013 421 290
BB KR 2017 4E 1 3 150 &, H 2013—2017 4F[A]
FHORBSCE (7 801§ ) 5 10 i ST & 1 95.81%.

2008—2017 4, 1 [H & % 1) CRISPR J [K] 4w
BEARMEBLCIL 14035, S4B TEN
17.23%. 2013 =LK, H[E K1) CRISPR %K 4
BHARF IR S RS SCRE M L BESE 2T,
2013 4E 1] 8.28% 14 K 5] 2017 4E (1] 20.22% ( &l 3),
R #E CRISPR i PR 9 8 57 AR Bt 58 450380 1) Wt 9. 555 7
B M.

2008—2017 4E[i], CRISPR 3 K] 4 48 7 A A 56
WICEAAHT 10 P E KK 4. 757 10 NMEKRE
CRISPR it K] 2 48 45 AR AH OC 18 SC A & 6 683 4, 5
AR SR 81.83%., Hdr, SEELDL4 017 Rt

EAEM A -, HEKIZIURB CEERN
46.41% ; FE DL 1403 AL CEIAE =, Ha

BRAZ AR IS SR 17.23% 5
[ 504 . S E A H AL,

2008—2017 4E[d], CRISPR 3 A g #5H A 18 3
AT 10 B E F RO AR 1, 385150
W EmEI e CE . NCSIECE > L& h
T8 AT CALE — e R b S i [ 7 A 5 45U 1 A

WICEHA AT 10 1)

3500 4 50.00%
3,150

4 45.00%
L Ex:9 884 4 40.00%

2500 e E RS S 1 35.00%

3000

J y
2000 | 30.00%

1 25.00%

1500 ~
1 20.00%

xR ()
FE%RCEAL

1000 1 15.00%

1 10.00%
500 |-
1 5.00%

0.00%

2008 2009 2010 2011 2012 2013 2014 2015 2016 2017
E3: 4

&3 2008—20174ECRISPRE E 4548
RARXEFES

* hiR A (h-index) SR IR TN BIRY 22 5K R 2 AR SCEAE 5] Thik, A @R L RBGZE RSO E . FIi1, h-index 920,

LR 2058 18 L= 5] H209K .
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El4 2008—2017ECRISPREFEBHHEHRILTE
TOPIOER S

FL 7.

WX EAE-NEE, HR s mHHER
Hlo SE[E K& R CRISPR 3 [K] 4 5 43 A8 S0 s ¥4k
SIS E] 32.53 X/ B, h 8 BGEIA 157, Ews]
WO HEAINCS 18 30 (5 2 108 9.98% £19.81%,
WEBZ N EREL . WNEBSIBRRE, i
22 LA 36.70 IR / G R B0 S IR HE A Ar, o
B g1 S bl HAth 9 MEZK (12.73%). fif ==
MBSO, B 51 A B v R A2 B T AR K B A= )
225006 % Brouns 2 5 (45148 & “CRISPR-Cas 5
G S 43287, 1G] 868 Wk, 1%L 2011 4EK
#T Nature Reviews Microbiology " ; VX2 Brouns
PASE—AE B RS “JEAZEY) /N CRISPR
RNA /S HIPUR SR 7, #5865 W ™. X
W E A JE K CRISPR R 480 M X H AR T K B4 &
g1

HE RSO E FHEE SRR =, Mgk R
A 28 755 K, TR G 20.50 X/ R, TEIR
EHA T 10 M E B HEA E L, hiRE0N 72,

=

I 51e SCE A EE AT NCS 1 SC& 5 E gy Ao 7.63%
AN 4.06%, &R EIEAFGE . FE CRISPR £
et B B AR AH IR SR T IR B = ) A& 2013 4 R 3R
T Nature Biotechnology 1] “CRISPR-Cas & 4t | T
PR R R 21 7, Bk 51 483 Ik, fE&E N
BHEF e S R BT MR . X2e
R 0K CRISPR/Cas RGN T-/N& . /KFE 2L
R, FAIEH TIZHEAREEY RG A K
o BEEJLE, mERRINEANFREY KRGS
B Z Tk e, bt R AE 2016 3 Nature 2% AT
b BB B 30 10 KA Z —.
32 EERERAMRIGEZEEHR

CRISPR Hi R HAG T Z W N ME, JoHAERE
T AP AR TE . BORIR YT 5 2 I, R A B
T
3.2.1  CRISPRHCAVZ F T He Al 1 AL~ 5T

CRISPR £{AR H IO 2 M T 28k & KRAEY)
LM RW AL = . AT AT, BRI H
CRISPR £ AR AW LIS KA. B, 7E6 sAEY S
WF9E J7 1/, Nature Communication =& 2015 4 5 H
19 HEL KRR, ik 7 —FhkT CRISPR A
(1) B RE A E 25 & B — M E E 4w =R A
AT DLRS #E ] Pk B 1 DNA 741 (i sk b #5445 10
HMIREEDR ) HEAT AR, R YO DR B4 B 1
R A IR BRI 35 B AR R 2w AR AP RR =
BCLA R et 93 4 B 5 4l - BB LS Bk o s
(MSK) BT T8 A BA T & 1 — Tl iy B PR AT B 1
fii Xf gRNA SCPE | £ 7718, KRR T CRISPR
ARAE Ty eI R 41 20 7 Hh 1 I P i

2017 £ 4 A, 3k H Broad # 7 . McGovern
W FC TN LA A 78N SR 50 1 #E7) RNA () CRISPR

#1 CRISPREFEEMIBESZIAILICE Topl0E R MX 537

iS4 WNEGE) ST T I 51 A3 EEe EEEhe NCSit ¥  NCSit hig%
WEK) WK/ () S (%) bk
F[H 4017 130 691 32.53 401 9.98% 394 9.81% 157
H 1 403 28 755 20.50 107 7.63% 57 4.06% 72
7 5] 698 14 931 21.39 54 7.74% 41 5.87% 54
S| 648 11 870 18.32 33 5.09% 34 5.25% 52
H 4 568 8527 15.01 37 6.51% 27 4.75% 47
VL 416 14 680 35.29 27 6.49% 20 4.81% 54
N 306 9300 30.39 21 6.86% 19 6.21% 42
i 267 9798 36.70 34 12.73% 25 9.36% 48
[ | 228 5001 21.93 19 8.33% 19 8.33% 30
O FIE 222 2398 10.80 4 1.80% 8 3.60% 25
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REG, MHBON T POE . 5 H B R )2k T
H, felgd50 H HAx RNA 2k DNA 47 85 1)
T4, W7t EA1#% ¥ 17 SHERLOCK (Specific High-
sensitivity Enzymatic Reporter unLOCKing) ] #% %5,
GHEARH BT RO R A R A, iR
M 24 1 DA S A W e e B2, e K 2% 9 Seth L.
Shipman. George M. Church £} 2% 5 Fi| i CRISPR
%4, % Eadweard J. Muybridge (] { AZSFIBh4H 1
a3l AR B B R A — SR (gif ) dehd
BT U ) DNA o P45k, 3R RNA (circular
RNAs, circRNAs) R Sz B Rl 50 63, (H'E
IHEER A R DR — B2 — K, PRI T
—FFR A Cdrlas (IR RNA g% 1 5 ALsh K
fixi 71 ) microRNA 7K °F-,  F| F§ CRISPR % A& M
Cdrlas £ 30N B H I 5 A4 e s S AT Ay b
g, ZRERFEFATE UCKR IR RNA 5 Kk D RE Ik
itk B,

3.2.2  CRISPREIARTELIR IGST U /1 TChR

CRISPR H3 AAE B0 16 7 B 7 4035 1) B A W
I 2017 4, CRISPR H ARAE S 16T SURA 1§
K BCRFEMRIRIT o — T F AR X{E e S5 R K
3 AR T b . 3% [ Salk A=W 54T T B A
FEL VRN 6] SRR D 5 il 5 4 & B VR e U N6
WA FE R g4, X2 R 5K E Y A CRISPR/
Cas9 RG1E NFEF IR NG ot F SO E A0 L9 Y
SN RAMAT T B2 P ) — I K 7R
FEVRIT F & S FEE (Huntington's disease, HD). 3
] e BR BLOK 2 2 e o [ AR 2 e A B T K A AT
FENGULE 9 AN H K7 S i £ e 452 2 /) B A o)
— i B AR A IE 2% ) CRISPR/Cas9 )[4k T i 4 it
mHTT ZER ) —& 7. JUEJE, R 2 X Fh
W BAAES T, REEAREWILFH K
1o MbAh, XN RIESIRE IR EIGE, RER
APRE BN AR, BRI 7 —Fh AT BB
7k B,

AL, W S CRISPR HiAR 540 fE 6 & I7
MG E, MR 2R 8 CAR-TIT %, 4
TR - BRI EAE O B TN SR CRISPR/
Cas9 FiARMIE T AN CAR-T 4, FHAE/N R
W T RS ER . X8 BUR S T CRISPR/
Cas9 HARTE CAR-T 4ii il y7 v (o2 F v 70 70 5%
[E Foh2 5 /N LA Bl CRISPR/Cas9 JF & 1 — it (1 97
EI7VE, W] ARSI ) R B DL A PR 2 R
Dige ;s FIHIX—0fk vk, W phalgLs 7 —1F

B34 8 PD-1 A 25 2030 1) R A R R 2 B
A ——Ptpn2 P,

A ik, %FF ) B CRISPR $: AR 677 A 2K 9% 94,
CRISPR “ K" gkEeRik TIEHEIE L. 2017 4£ 7
H 31 H, sk K& HHF 55 /D 40 5k 7 David Scott 7F
Nature Medicine & SR, ANZK DNA H{f] RIRE R
A 8 2 W L PHAS Cas9 B E T IE #1924 H Ax,
AT il 55 CRISPR 3 A 1 g 0 N 2 JE (R 20 1 g
X0 3K — i) 70 7 B AR B ) 0 T A 0 6] A 1 PR X6
MR g AR, LR R ARBER B 12 M A
A B R
3.2.3 CRISPRYiPSH Ji i AH 25 & SCILAN AL T-4H
[iIbEEig

CRISPR 3 [X 4 %8 A1 iPS 5 4 72 2 1 4 Sk (1 R
KA . CRISPR/Cas9 B4 7E £ AN Aek o g 1
T H KR R R R R E ). 1 iPS H 4w 2
T A6) S 5 9 5 0 R 3 24 R v A AR v 1 R AR
fE. K¢ CRISPR [ ] I iPS 40l rf 25, o LLSZEIAS
PEACI T MG T, 7] Re i AR 2 P s % 5 55 0 1Y)
B

2017 4E 7 H, Cell 2+ EHEH CRISPR i ——
“Gene Editing in Stem Cells”, [RIJil " Iz M B3 K 2
W|EARS T MBIk Ie. S5 T4 &
B, IX e R w1 B RE ) H AT N s
. ORBAEY MRS, 5T CRISPR
HF & Cam RS T T4ui R, AR A4
V2 (R AR )/, R AR 20 e IR A T
ST H. i, Sk E Salk BFFCHT IR SN A
By CRISPR B AR X E H TN - JE A R IR
fifr, 32T 40 MR 7T ATk ) — A BLRE A B s SR T
%5 AR s 2 B B 8 N AR CRISPR FAR K >k
9 F B A S A AT S A I R A I
MR THESZRTAR, XRTHMMaE%
R HOL U 1E 1 BT A B B, A IR S B “pre-
malignancy”, #5278 4> 3 @ 1 1 i BYe ix —
bR S B FATE A 3 MR “H
a7 BE T, BBV R, A, '
J5T CRISPR HT 47 v O 2k NI PRI
3.2.4 CRISPRECARH B FMY 7 Pl FE

F 2013 4F i 1 DLk, CRISPR # [K] 45 48 £ A
IR A T3 A o, BEE RIS T —
B AN FE MBI (R JE R L 2 5 RO H T 19 bt
S B4, IFFFH CRISPR/Cas9 AN
W IEAT T EE R e s B R4S & CRISPR/Cas9 ik
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AL B AR RAT T L R S 1 1 2 TR g N R A
B IR E TR AR AIHEZR (MSTN) £ iR
M, HE RS T AR R g AR R R

EIX R R IR |, 2017 £ 8 H, A E
b P4 0 A SR R KOS A HE A PP, SE 1 eGenesis
AT EEREZ B ek Va0 2R 2% B I 18 4% 2 B3R
George Church BX &5 Wil K5, m g K%E, =H
PRAS =% e R 5 S HAR R HL A B2 5K, FIH
CRISPR 5 AR 25 [ 4 48 b P P 000 2 o o B 2k 1AL
R T ARG R ) — AN OB, X TR
YR XER, R T RFFMEE 12 F 2 AN
e, NIEAN NARHZA % B A S s i 1 Ak
A,
3.2.5 CRISPRECARIELAEA Wi A0 A AN ek

CRISPR/Cas9 AR DIAE FIH AR FE 5. A Bk
JiBH, {H CRISPR/Cas9 f5 =5 R 1, HeimmA
VAR B BRI 7, IX A& FHAG CRISPR 4R
N R R B A 2 —, BEAN A TE AW S ) 34k
FEAI CRISPR JBt B ARSI T VAN ER A2 o

2016 4 12 F, 2482 KM 5= 28 KR}
LEATE RKILT CRISPR/Cas9 ] “ 5 AFF 5" (off-
switches) s fifi i, 3k [ 0N K2 1H 4211143082 (UCSF)
PR AR B T 78 40 T AN S 20 f b AR e 400 i)
CRISPR 7 4t 525 K| 4 5 475 2 0 4400 1) 551 AcrlIA2 FI
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