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Current advances of CRISPR/Cas system in antibacterial field
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Sciences and Peking Union Medical College, Beijing 100050, China)

Abstract: A breakthrough in molecular biology for the twenty-first century is CRISPR/Cas gene editing,
which has been used in a variety of fields due to its simplicity, adaptability, and targeting. Given the current global
challenge of severe bacterial resistance, difficulties in detecting antimicrobial resistance, and slow development of
antimicrobial drugs, CRISPR/Cas gene-editing technology offers a promising avenue for the development of
antibacterial treatments. On the one hand, CRISPR/Cas gene editing technology helps advance the study of
bacterial functions and serves as a toolbox. For instance, Cas proteins and exogenous repair systems enable
efficient and precise gene editing, nCas proteins and deaminase systems facilitate template-free and single base
precision editing, dCas proteins and reverse transcriptase allow for repair-free gene editing, and dCas proteins and
modified sgRNA enable gene expression level regulation and gene function analysis. On the other hand, its specific
gene recognition and targeted DNA cleavage characteristics can be used for pathogen detection, elimination of
drug-resistant bacteria and genes, and hold promise as a new strategy for clinical diagnosis and treatment.
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I TH R 4T CRISPR/Cas 2 4t (1) & B 52 7 2K 1B H
B 2 87 FH A0k i3E AT PR
1 CRISPR/Cas ZGHIAE 52 (ERHLEI
1.1 CRISPR/Cas R& IR E

CRISPR J7 41| (1) # 1# f% 57 1987 4, Nakata iff 7t
YALE K M FF B R I — LA A ) B 1 B R 4, Lk
Je AEACL 285 #4) 11 55 A2 4 i SR 4 ik R B, 1EL LA () T
REAIANIE 219, H 32005 4F, CRISPR 741 H 1 [1] [ P
51 Mojica #fF 70 41 A1 Pourcel i 73 211> & B v DL E
Wk A A 271 L A% i A T A [ 90 I 8 1) ) R R A 2
M % N7 PR W T A S e, CRISPR/Cas & 4032 i 5 40 B
REDNRE =L TR . TEBE 5 1) 2007 4F, Mg #viE 2K 14
CRISPR [ §1| H 5 52 8] B 7 41 25028 52 Vi) 2011 B 6o 5 B
FI P, UE S CRISPR 741 2 5 40 B4 11 38 43 M a0
2008 4, CRISPR/Cas % 4t V] % DNA (1) 5311 F Ll
i R 1E —Cas B A & A 14 Cascade /£ crRNA [ 5] §
P)EI DNA®, H i, CRISPR £ St ()44 B0k [T 20 4 2 4 46
75, AN (1 RF 52 M e T REEUE T AT SAE 1 ) 4%
GiNGI

CRISPR/Cas % 4t B X 1 21| 5K J2& 75 S I Ak 1y 4 2
K% 2 J5 . Emmanuelle 5 Jennife [ #F 72 20 & 1E4E
2012 4E 14 25528 T CRISPR/Cas £ 4t I 4k 4 4 4, F)
M Cas9 & H M1 Jx 2\ ¥ 7% crRNA (trans-activating
crRNA, tracrRNA). crRNA 2f i [ 7 55 RNA (guide
RNA, gRNA), B Ih 8 [ P)#4k 4 DNA, P9 A R 3k 15
T 2020 4E i DR A 2222 . 1 9k 04 [ BRUOIZE 2013 4 A
FA AR e 14 4 BR 7 1) CRISPR/Cas9 R 45 B Ik 5E % 1 1R N
JE R 4, 5 CRIPSR/Cas J& R 4 48 H0 A JXUBE 42 35K
1.2 CRISPR/Cas R& 7%

AR, Bl B AE 5 R AT B o 4 B W T AR R
CRISPR/Cas % 4 [F]HF 78, CRISPR/Cas £ 4t [t # & Al
PR EIE I, AR4E Cas EEAIH M ZE R BB FEA
4 FF 5 ] CRISPR/Cas R 4t 5 Nt KK, 55— K3k
(R S HH 2 A Cas 25 1R & W0 4L 1 A= P 808 s,
Ho 5e 8 % 4% DNA Y11 Ty BE (1) 22 Cas £5 1 5 crRNA
BEM, BT — KIEH LIV R, al 415 R~ 16 41
R, KRR R G R 1 I VL VIR AT 4
17 AN BY, AR F 55— KIS, B = K R 2%
SR — M2 AW E AT, HATTE R R 4R U
12 N ) Cas9+Cas12.Cas13 #fJ& T 55 — k2K,

1.3 CRISPR/Cas 2 HI{ERHLH

CRISPR/Cas % 4t 4 5 14 f 2 ML) A48 3 AN B B,

2 ) #& & B (adaption). & i (biogenesis) 1 T #

WS T A R A SR TR (AR 2%, TR AP A% )

(interference). LA L 75 B H & % 1 W& #& B Bk
CRISPR/Cas9 % 4t 4 |, '& 4% CRISPR 7 41 . % i
Cas K A 1 # 9\ F . % 19 tracrRNA 1 7 51 (1)
CRISPR /7 #1| 0.4 = & 1) 5 [8] 37 41) (repeats) A EL &
75 2 8] 1)U S5 T B 7 %)) (spacer); 4wt Cas 2K [ [
Y\ F n] 1L Cas9.Casl . Cas2.Csn2 U Cas . 4
4 T VT 2 R I S M A S, Al B E I Cas B Casl s
Cas2.Csn2 iR A N 1297 2 DNA 7 f] protospacer 7 1| 3f:
B X — BT 5 #4531 CRISPR 7 41 1 JE B spacer, 3k15
SZNRAL IR IR ED; 7E orRNA W ) i #2771, CRISPR
J¥ 41 Fl tracrRNA JT7 51) 4% % 5% % AH BE ) crRNA R #4
(precursor CRISPR RNA, pre-crRNA) F tracrRNA, iX
PIFH RNA J7 413 i AR 2% 22 J5 F 4 Cas9 Al RNase 111
&1 B & 76 U5 5714 spacer B crRNA, MM /2 il crRNA .
tractrRNA . Cas9 [ E &), 495 85 XN R I, crRNA
7 81 B AN RN 4R A% B2 (1) protospacer, 4 2 &)
5| 5% B A . & /5, Cas9 2 [ 5 protospacer | Jif
#] PAM (proto-spacer adjacent motifs) 5 ¥ 45 &, 7F
PAM 7 41] L 3 Mk 1) 6 B U1 %) DNA, 15 2 KA

Cr TN
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Figure 1
thermophilus CRISPR/Cas system. CRISPR: Clustered regularly

interspaced short-palindromic repeat; Cas: CRISPR-associated

Specific immunity mechanism of Streptococcus

endonuclease

Cas9 & [17F crRNA H1 5] 5~ RE R 5 M B 1) 1) 1)
Hh K 1) DNA J7 41|, 3X Ff s 4 ik CRISPR/Cas9 % 4t 7
crRNA 51 5, VIRME & H A5 s S R gw i . H
HIT 5 [X 4 55 /) CRISPR/Cas9 & 4t £ B AU 1 Cas9 &
A1 E ] 5 RNA (single-guide RNA, sgRNA), sgRNA H
tractRNA Fll crRNA W 3 7 41 1 . sgRNA I8 i - %1 H.
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AR 5] protospacer, 51 5 Cas9 & [ f #E & A & T H0
PAM J7- 41|, V)#| H % IR i il AUk 1% (double-strand
break, DSB), 15 3t i A 7] Y5 R Jii 32 45 B [A) Y5 2 52 A
Wit 5 A& E DSB, SEILEE R 3\ Sl msi B
2 CRISPR/Cas RS 7 4RE S A B2 A
2.1 CRISPR/Cas #EF 4B T REEMAE P I H
2012 4 CRISPR/Cas % 4t i UE W] 7T DLk AT J K] 4
|G, 7 FHEYSIFE T CRISPR/Cas 5 48 3 [K 4 45 i
. CRISPR/Cas F A A — AN 5L K g 48 T AAH, €2
2 T 5 D] g 4 R, R FH T A R R &N DT T
T Cas & (A V)55 4 1) CRISPR/Cas 3 [X 4 #5 £ R
RSB R R PR RS VAN L RURAR; R T Cas B 1 (1)
AZ Kk nCas (nickase Cas, partially dead) 2 [ ) CRISPR/
Cas ik [K] 9 55 152 AR AT S W TG A AR B0 AGS 1 O B 2
T 5k £ %ML B 1 1) dCas (dead Cas) & [ /%) CRISPR/
Cas FE [R] 9 %5 452 AR A 52 L TG A4 = PR o 8 % PR 608
KP4 S R D) R AT 4
2.1.1 E T CRISPR/Cas ARG M HE £ E R ER
A HMEENEWE - EE G, A= kAU
PRI 2 A VR AR R RIS XS A R R R AT
HUE A B TR BCAE 77 1 70, DRI 51 A 3& 1) CRISPR/
Cas &K 2 48 T H U N 2. & T CRISPR/Cas R 4
FT 240 ] 5 K] 4 8 AR T8 R Cas 22 1 W sgRNA L L ZH i
RGBSR R JFORL -, B AN B 3\ 4 T, i
sgRNA -1 spacer #8 [r] V) %1 H 1 5= PR i s X% BT 52,
IR 5 L 2H Bl 2R e P A USSR S B [R5 B A, e Ak
B RCER RN H . £ 8 A BLIK) CRISPR/Cas 5 4t
w82 R i B 2 AL il B BR T 1Y) CRISRP/Cas9 & 4,
TN 50K E A AN JE M DSB8 & 5 kT H 4, [F
i) 3N Cas9 8 A &5 M E 4T 0, PASRAS B3 3 BE
e E RS R R g TR . B, ¥ e E R
R FH Wk TR A AT AR ) B AL T R G A e B R o 11 R )
K R () EE 41 A2 A Red W 1R 14 EE A1 R 451,
J& R STk A 2 IR R IR A B ¥ RecT (recombinase
T) HAR R G UL Ah, 1k BE 3R B 1 Cas9 & H
(Streptococcus pyogenes Cas9, SpCas9) HI17Z5 £ SpG, 74
R T PAM A7 s IR 2SR, 2 1 26k DRl o 5 110 R 141
R 1 Cas9 85 A, Ja ok K ILH) Casl2a 8 H A7 F DK 4w 4
ey, Bl R E & T F 4 5-TTTV, /£ PAM K
i A ORI EIME R, B8 R — MR Bl 25 74 35
RuvC, 1H & H. 5 57 1Y) RNase 3§ 14, 3+ H.7E R E V) ¥
DIRET N7 2L crRNA 5] 3, 758 mUAL T B8 S ) XL
W, B R G, B e R ENE 5. BB,
W52 3 7] LTE R S T4l Cas9 A Cas12a R4 G, iR 45
AN 7 B R A A AN [R) 28 284 ) CRISPR/Cas R 4, K5k

PR R gm0 H 1
2.1.2 ET CRISPR/Cas R R IEERBEIIAR
T CRISPR/Cas 3 AR T 4H T 4 B2 5 R EAT 9 48 ] g 2
AN B AR A ThEE, B L. EBE
DSB B ¥ FH 1) DNA 2 4% 7] fig & 76 5 H g 4R i f2 b &
S5 B 5 D] 2 R B R A AR . D T A R
DRl RE 88 7F 5¢ il 48 Fa e 3R HLC A B AR 3L D B A
R0, BHIE SUZE CRISPR/Cas R G KLl FAER T A
T B AR PE R () DNA # s 8 g oR, B 2
4% (base editing, BE) & H iz — AR B W)
FORAEANIE 8 H bR SR RS2 B s 0L R, R oo
{140 P 2 T 5 SR 1 174 35 TR 4 40

H AT PR 78 3 A M R S 4 R AR (cytidine
deaminase-mediated base editing, CBE) I i 7F i it %%
# R 4 (adenine deaminase-mediated base editing,
ABE), ‘EATBE T BB 75 T MR M S5O E A B N R IA
nCas 2K H - it Z B A1 sgRNA, it = 1% FR Bl 3% 14 ) nCas
H EAE sgRNA 1) 5] 5 N 456 £ DNA #E sl b i 55 )= 350
RUBE, 16 A AR DNA BAR AN i i DNA XUBE Wi 4
(RS D0, 36 ek o 2 P 7 A O — o i R B 4 il ) —
XIS A —CBE & 4t S Ui AL C 3 T H) & 4, ABE R4
SEFLA B G B #22, CBE AL C &) 2 MR
W% AR A — 50 53 20 B ) SR R g, H2 ABE RGN H
TEEBEEEZEYF . EEFHET, Tong F1 Chris-
topher 1) [ A" I & T Cas9n:sgRNA N if ik &R 4t [
CRISPR-BEST % [K 4 45 *1- &, Ho o 40 & i i 2 1
rAPOBEC]I [f) CRISPR-cBEST Fll it H it & i ecTadA
[ CRISPR-aBEST Wi > & 4t 7£ 5250 FH R I T 1R
() Jit ¥E 26 . E K B #F 1, Banno 253 B T i i
PmCDA1 il & FI| 1% I g ik [¢2 5 CRISPR/Cas9 & 4t
LT K CHALA T RIRE R AR . FERILH
PAES2TASAS ) F B Jid %O rAPOBEC 1 JF & 1 il 2 A
BN R AR R B W 28 v 7 AH B ) CBE &R 4, A 13k
A+ i N A it S B ABE7.10 A1 spCas9 D10A & [ 45 4,
TFR K W AT B 4 4 5 1) ABE R 4™, T 1EH
£ DNA, 5K U 4] BAV 5 73 2% 3% 1) CRISPR/Cas13 %
25 1 Ji N 4 B 55 B ADARR 45 4, I K H RNA B 5t
g T H—H T C % UK % # (RNA editing for
specific C to U exchange, RESCUE),

BE & Cas & A0 B 0BG 00 3 40 & AW i Tk, AT
% 45 H A% ). DNA 1 i £ RNA, CRISPR/Cas i £ 4 45
FERAE A TR R FH VG B AS W Ok, (H 2 4 B ) AR
AU 3 A2 52 B 22 BE R 4R ) 1), PR R — AN BB 2R
ARG 2 AN TR [R) B 3E 47 5 A7 20 8 11 T L o a0h B2
Mo Bt A — K FLER FLER T [ 2 AL s B ik g 48 25 —
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CRISPR-JIit 2 it 4 By s ik 4t 45 %% (CRISPR-deaminase-
assisted base editor, CRISPR-DBE) #% JT % i 3k, If H'&
F10 ik 8] o 4 20 2 v T B R g O, T U 2 A B
2 B 2% 1) I K /& CRISPR/Cas % 4t i [K] 4 5 T FL 10 1if
BT —.

BE /R & — o K I A= B g R R, (HE A g
AT FRAZH R 0 8 e, ANBEREAT R B 2 R4 A\ 5 ik
B, XA B 18 A S 2 5 R g 8 e 1 S R Y L
R 26 WY 2, BIF 0N AR 55 — Tl e 2D A% TR Il v 11
) dCas HH I T —EH K ER RE RE—5 W%
4B 4% (prime editing, PE), % R 418 1T dCas9 H H 51
e Tl 1) B2 AR AE 51 W) 9 %5 ) 3 RNA (prime editing
guide RNA, pegRNA) 15 F T, Fk 2 I s kb J5 1)
# DNA ] — 2 8, 28 o S e s g A HI RT AR (RT
template, RTT) #E47 5 i 55, S Tm S e 45 M1k [R] F) 4k
AR VRAEPY . PE CESI M) 40 M SE I TR
DSB. To A HR 4 4552, /£ HEK293T 41 e v, PE R4t
AT LS I A N R 25 22 5t o 208 A 1) LR % 4
I B B #E 2K T CRISPR/Cas9 R 45, HUll 5k 4 4 &
RNAMT BE R4, BAAPEARZAEN TR R
BFROR, (EAESHTE P BRI Uk e 9218, el I — TR
FLA W, PE R GLAE R AT B b A I, 7245 5 40 i
I W v 1) IR L RE, AF R i 8 AN B N BRGRBR
B BOR /N3G 0 SRR FERY. PE SR HE T — b
1 e e X 4 48 1) T U 92, T DA SR 9 CRISPR/Cas9
R G R 4 A B R ) R

F% 7 BE/PE R4t 4b, 2020 4 I 7 — 35 4% e
v B IO B 40 R CRISPR AH 5K %% 2 g
(Scytonema hofmanni CRISPR-associated transposase,
ShCAST) £ 4t, ShCAST R4t —Fh ok [ 8 KX
1R (Scytonema hofmanni) [¥) Tn7 % e . —Fp v 1Y
Cas 1 (Cas12k) fil sgRNA 4%, 1% £ 4838 i WU ki
RGN, — BRI T 321k th % )3 1 . Cas £
H M sgRNA AL B &9, 51— 7 H &
YT P8, G W) E AL AE BE AL I, e - Bl AE
PAM J7 41 T ifff 60~ 66 bp 4L 4 A\ H (15 F, & BTt
W — Bt 2.5 kb 1 v B di N\ 21 K 1l A1 1 = R 2 b i
A BB 2022 4, ShCAST & 4 1 31K 30 kb [ 8
K 7 5 1 N B B 2% 08 A5 TG IR B MR-1 (Shewanella
oneidensis MR-1) ] 3& K 41 FpP, B AR B 7E ShCAST
Z 4t AR AL 30 kb BT A1, 4 AN 52 B i
UMY T RSIIE RN b 2T e (EP RN ERieR
— b I 25U [ VR EE 2R A S 0L 1) B DR 4 R 1R R O
o BRT NG 2 4, ShCAST R G5k 1] LAEAT 5
T By M AT I AR R S SRR R R, FE A T

R NP RE S AL s 1l By 2 TR A2 (site-specific
transposon-assisted genome engineering, STAGE) V- &,
X Wik PR TR 245 40 5 AR B0 10 T 1) 0 PR AR O i R R AT 1 3
5E, Hi SOH R ILT rsmA L dksA  hptB Fl ampDh2 44
50 iz 55w LSk A A 0 BT M AH Ok B R Bz,
STAGE A F A7 J K] 2 45 (1078 7, 38 /& — Fir e i 5 07
1% 28 ) e DR R R W 5 VA AU T A,
213 EF CRISPRICas TE#H KW EFH FE K
AR CRISPR/Cas9 F K g 45 45 A AT LLAR 9 75 22l ik o
N H IR L, oo 40 B 2 AT A R S i R R O — 5
A%, H 2 H1 T DSB i 2k 51 HAn i w5, A ik
LT R A 4l B R B B SCAR AN, BE/PE R 4
dCas9 & 1 45 & 3k [ 4 51 55 A7 B, AN R 1 %
DNA 8 & R e ) %) s s, 76 b Je il b, w AR %
R vt R R e oK PR TR, BUE S T i# iz
P4 I H B

CRISRP/Cas 2 Gt i 125 41 14 ¥ /K F ( 7, 32 %2
40 1) J K] % 75 7 CRISPR (CRISPR interference,
CRISPRi) % 4t Fl1 3% J& A % 14 1) CRISPR (CRISPR
activation, CRISPRa) &%t . CRISPRi/a & 5t #) il A %
{5, R 75 5 AR R R 1A dCas9 2 AT sgRNA
Wi 4, CRISPRi & 4t i dCas9 £ 1 7F sgRNA 5] 7
B 455 H K DNA, F Y #E R 2 i) 77 2UBE 1k RNA
5 G g (1 S AR B 38 00 o) B SR S 2 BIKE A ) A
i CRISPRa % %t 7E dCas9 & [15 sgRNA 4 i (1 52 &
P TR il | X sgRNA #E AT 12140, 14 1 RNA 45 & 1
(RNA binding proteins, RBPs) i/ &1, i il RBPs % 4 ¥
SO B B0 RNA 5 A B (RNA polymerase,
RNAP) SEHLEE ) 7 s 380 1) /R FEY.

CRISPRI 5 Gt AE 41 W S AT B3z, AMAT B
PR AW SN E A BOE T I R A ) B B R
PRI 45 b ™ i, [ B 3 AT DL SE i 4100 o) A [ 5 [R] Sz B
2 R FoACP (I Btk 2 4b, CRISPRI &%t
AT DLAS I 41 T R D RE, 5 A G e R T D
(transposon sequencing, Tn-seq) Hf 7 #H kb, CRISPRi-seq
et P ] B L RS ] R RIS L, R e 4 T 4 5 R AE A [
ZAF T RIEFE B, T CRISPRa -6k = 7 2 3
DR 0 R, BB AE 4R TR I N R R 2212, i d)
SR dCas9 £ H#EAT B0, WIOH A RNAP 45 & o [F 1
Ja Bl s ML, o dCas9 & H 5 RNAP B 1) o T 5
G5 G R WOE R, 2 5 OB B G 5 T A5 S R
(bacterial enhancer binding protein, bEBP) 5 dCas9 &
GGG, B IR 054 #8505 K. JE ok X
HEEXT T sgRNA I, 7£ 2018 4F, sgRNA i 408 i
4R RNA (scaffold RNA, scRNA) Ji, i it {7 51 4% 5 4]
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T SoxS S I FE A (1) 5 S BE ™ . Ok, — IRk AN e
CRISPR/Cas % 5% 0 R T (1 &R G pl T H k1, JF38
IiZ ARG R T —FP T8 CRISPRa % 71 —dCas9-
AsiA, EIE S AN G 2 745 6 )5, Aei O R Rk
i 200 fi% . 2, Bl # CRISPRa/i H7 A B o i a2,
AT DA P 2 3 3 SR AR ) (1 4 A S I R R
JPAGER K, Be T B 90 2 B o b A2 o 20 R AR U A

2 Jt, CRISPR/Cas R G — s &AL Z Wk R LD
(R B) T — S, Q) i S R0 S B SR il A ST
it BE/PE & 4t, F F #% FE ¥ R 4t i 57 (1) ShCAST R 4,
FIH dCas &5 [ 4 37t 1 45 41 1 4% 5% /K °F ) CRISPRi/a
Z 4% . CRISPR/Cas % 4t AW A2 — Fli 5 [K] 4 48 11
T3, B S — A v e )R R, W] DAL AT
73 Hiiz F AR 7T 95, R AS [F] [ CRISPR/Cas &4t 5
ANEH S A, TR B TEES T o0 4 5w 1
TH.
2.2 CRISPR/CasEAFFATARMEHFE

PUAE 2RI AN G 388 51 R i 24 VR o 288 R T 24 Lo
AN ST, A SN BUE 29 R 2%, 5 BN B i
HOAWNERN AL P AR B —. 20174
tHF AR SR AR T B B P AE R R R R R AR T
B FH DUFE 5B B B R 2 IRRIE 2, BT D 4 R T 2412
BESIRFIEAS [, R R - DL A B 8 48 T S Rk
] ESKAPE (Enterococcus spp., Staphylococcus aureus,
Klebsiella
Pseudomonas aeruginosa and Enterobacter spp.) J9i Ji H
AR, R SRR A SRR IT . Rtk
b, T FE TN 24 B RS T 2L TR T R Th A,
S BLLE W AR F 72 i R B0 JPCR AR L i 1 V2512
W7 7 2 % B () W % BUAR, AN BB A5 B I 35 DRE 2 T,
JEFLAE IR IT e AR BF AN 8 B s 50 975 iR 1A 5 5 350
TR

CRISPR/Cas % 4t [ 45 5 £ 11 3 V) 1 DNA [f14F
RUERHE T —FR T S Wi 2 5 IR 7 1), 7R VR A A
JERYLI R R AR Go P AR F O B A HE R0 314 2K H F9% TR
B A0S R AR AR VBV, 3 T DURB A Tird 24 25 [R] L ik
ST R 0 I P AR 2R RO, A LR AR H AT A B
IRV 50T R B8 (1 R, IR A, A2 12 W i i 25 T
T DA 380 SR SO, R AR I PR A WU £ BRF 1] L 22 35
AR, PP R IR IT AN B R E H PE, a0 SCRIKE R
3| ) TB-QUICK . SHERLOCK % %i . CRISPR/Cas %
20 R BRI R IR B R R E I e 0 5 4 R T A AR
K& T1, BKZ 015 AL SR M B, AH A0 2 AR U4 T
i 24 (1) — A T A
221 MWHERE WARMNERMAT (EFH—H5

pneumoniae, Acinetobacter  baumannii,

i 245 2 A (antibiotic resistance genes, ARGs) 1% 1%
TEYNTE 2 [ 5 e A B 5 45 07 WAL 46, T
HOKTH R AN 25 . 2021 4F, 33 Fi ©.%0 ARG 1)
T3R8 71, I B- 9 T g S s i 5% 2 B W SR Y
R R 25 3 D B2 5 AE 3 22 B B v R AT AR 4, AN
17 51 S 20 A vy R T 245, G vl g A 1 A 10 T 24 2 ] 5 4
B AT, P DA Bk i 24 ik R mT DA e AT I 24 4 17 7
A= . CRISPR/Cas 4t B R HAFAE H, B Al v 1 2 Rt 2
1% J5 If) CRISPR/Cas 401k NAH 1 A, S50 % % F L%
i 77 i, 8 i & He H KR N AT N, Rt
4, 1A K CRISPR/Cas £ 4t i N\ 21 W B 44 (1) Jk 5] 45
SR BRG0P ROE I 4 T ) R S i R ik
A CRISPR/Cas RS JFURL. N I K 45 5 3414 U7 5
%) it CRISPR/Cas 2 4t S I 24 ik [K] A it 245 T F VR o

2019 4, 40T 1F N B4 1% 17 BE R ik Cas9 F: K 5
Fi—pMBLcas9-sgRNA, Jil& Uy B 1 52 7K B o ¥ mer-1
JUKEEH, 2020 4R, —Fh5URL A1 3 (1 8T  CRISPR/Cas9
4t —pCasCure, 11 HFE A0 FE N 2 il PR 73 25 F0 T B
T 5 M5 11 % A 1 B} (Carbapenem-resistant Enterobacte-
riaceae, CRE) W, A &5t i B JLFR AT 00465 75 B 75 55
I35 ST 245 225 LR PR R, AN455 7T blaypeblagy, ys~blay,
JROREST. ey R e ] N4 2 CRISPR/Cas 5 4t 1) 40 1
L A] DL ST BRI 24 R AR, #65 BUORE TPL14 5
CRISPR/Cas9 & Gt #t AT 4l &, DLW # & M TR W
(conjugative probiotic, COP) 1F 24 Jii # £ {4, it it 4H B
[ PR 5 2 A% P D VH B /0 B 3 R 99.9% T 5
8 iR S

CRISPR/Cas £ Gt AU A AR -1 KR i 24 25 [, 38
R It 2L ) 4 € A R BORE _ P 2 DR R s S MR R TR AR
FHB9 45 CRISPR/Cas % 4t (¥ R i ik %% 1 1 77
2 IB I B0 N, I 75 5 )5 5 AR pCasA-E.
pCas3 Fi&, #47 H A9 %E [H spacer i pCRISPR Jii Fi &
% gRNA 5| 3 Cas 22 H U H B, 7T LLEA K&
R DR 2 v 2[R0 Y AN [) BT K 1) B 21 B8 H R TR AR
W NP RERIERS 5AE PGS e
PRRAAS, 78 1 T8 B R v 24 35 [R) A% 1% 2 5 3 A7 AE 1Y, i
TREHBUER G Z R 1, KA — 2 2
IRIEH A, M 351 kS 3 B R 25 ALY AR B 1Y)
B, B KRBT RNIRTT P ERMERR B (Clostridium
difficile) J& 3 5| R I 2R IR VS AEF 8 0L, 48 2240 40
EFRIBIT X S BORAER B 24, S1EIEE A, B
PRI ILAETE CH BREBOW HE S IRYT I OCHE . AT, I
PR 4 4 H7 CRISPR J3 41 1) FH IR A 4% 87 P9 U P4 CRISPR/
Cas R4t 1A 720 Fo A 157 T B 005 00N, )i B
T /N B TE PR HMERR BRI 24 B R B i T T
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(BT A1, W B A 34 4 A4 Ji B 3K T CRISPR/Cas9 % 4t
A1 CRISPR J5 51 S N B A, BB R AE T /) Bl B JER A
TR vl 388 7 iR 24 ik A1 A <5 0 A, T L R L ) < TRV
A 2B A,
222 REBEBE R AR &L %D AT R
(Mycobacterium tuberculosis) 7] 1R 4 CRISPR J¥> 41| 317
5384, 7£ PCR £ AR JE Al F 2 57 Spoligotyping (Spacer
OLIGOnucleotide TYPING) - & 1] LL i@ i CRISPR 5
5, BLA 5 4 3 AR (Mycoplasma bovis) 1R & 1 45
W5 BT B, 1R A% 48 7 AN B (1Y, b0 5 A 4k I
TR HE IR % IR B (Yersinia pestis)~ A4 e P B BK
(Streptococcus pyogenes)- i £ B % il B (Pseudomonas
aeruginosa) P& % € M AR AL, 2021 4, #kiE T
— i 12 W S5 % 20 B 1R K U7 7 —TB-QUICK,, %
TEBARN T HEEY 1 (loop-mediated isothermal
amplification, LAMP) £ R & CRISPR/Cas12b % 4t it
1745, @i CRISPR/Cas £ 4t 45 & JH R4 1 J5 1 4
FER 1S6110, F5F1 FH M AAL M (LFT-lateral flow test) %
Tt B, S PR A VR . Gootenberg F15K 1
1 BA*I7E Cas13a & 1 AT DAVIEI RNA f 2R Al E 57 1
SHERLOCK (sperific high sensitivity enzymatic reporter
unlocking) £ WV £, B D) %5 ) W B AT B 7 4 0 I Ak
PEI R NDM-1 & PR F) il 98 5 25 40 BRI R 20 B 4k, 17 &
FA R & R SRR AR AR S RS AR,
SHERLOCK - & #EAT LA F+ 24, #4 Cas13 5 Csm6 (—
i CRISPR % 4t 4 Bh Kl 7) 45 &, 15 | T SHER-
LOCKv2, kil i) R U & 1 3.5 /%5, B FamES
M 2 Aar 0 B SEAIG O HL AT DA A0 5 4 R
BLAh, i 4 — 3K CRISPR/Cas12a 4y 3 il 15 11 1) A= A%
SRS, T ARSI & 4 rh B 1] B, A ) N () R L SR
Tori 28 R S5 R e vk v, o0 A B R I PR
i BT BT RS U 3 R

i I Sk, CRISPR/Cas & 4t il ¥ Ml ik, A ¥R
IT T A 36 R 70, T AR R Ry A s B AE Y
PR T B, A 2 S PRt S B PR A 1
3 REBESRE

£ CRISPR/Cas $5¢ A H L 22 RiJ ) 4H ] S PX] 25 48 2
A% UKL SR A AT DK B ABR 3 ], H R R
ARARG A B A 2% vy T e A 2 7 A-red BE 41 BUAR IR
IR = PN AR (SRR S RN IR G e3P
HETHBRET; ClosTron J7 % H BT W AEHIR 27 F HF B o ik
77 W, T oA =7, CRISPR/Cas9 A 7E &
S R T T DUSEIRE HE = (R, SRR TR R &
GERAR, B T HE N TR, L Ji R 4 X Tl s RSB 1
SRS, R CRISPR/Cas 5 45 b H 1) 32 B il

A MR RN I IR RGN A IR R . A R DK g,
A 0 AR R I T R, RLLE BT DLIE S  gRNA B GC &
K VR B QAT B, BUE Cas TR A, IR
CRISPR % 4t 6 1% 77 1 25 FRAIC M ¥ O R 521 Jeil &
L ER) EH R R A i R 9 B 5 S ¥ 470 CRISPR 25 [ W] LAE
Ffy /2 R I 15 CRISPR/Cas R 4t 3% M, ek /b Bt #E J5 11
SR, 012 SRR TR I R T 4K 9 A 1) AcrIIA2 FT AcrlIA4
L A) DA BRI AL i PR B BR B Cas9 HVE £, 2021 4
1B 7 — P LT B 7 BT B B KL (targeted-antibacterial-
plasmids, TAPs) 1§17 7%, it 7 — Fh % —
CSTB (Crispr Search Tool for Bacteria,https://cstb.ibcp. ft.)
A LAJ 1 CRISRP/Cas 8 45 #E [ (145 v 5170

CRISPR/Cas % 4t 2 25 ) % 8 & B T & 3d 1 3 %
RG, W W ARAE R W% IR R S8, 1T LUK CRISPR/
Cas RGF N F1E E B v, 1K B 25 K J5 A= Je
TH BT 24 56 D5 1) AT, {200 A A 2 R0 I T A 7= AR T 52
Bep A28 2 2 0% A5 A 22 JTURL R G0 IR 40 B RN T
DA A5 280 A e B 85 T 24 1R, LR B AN A 2 1 2
HMBEAE G2 AR RS, L2220 H AR R
LR N T 245 B H 71, R St e B vy 3 2% 1) AR AT 7 4k

CRISPR/Cas % 4t ¥ 1 % 14 Fl it i (1) DSB 2 5] i
A B 1 1 R R H AT B TR 2 R T,
Wi AT 3 ¥ (9 PE/BE & 4t « ShCAST % 4t - CRISPR/
Casl2a % 4: .CRISPRi/a 555 . HAAIE—EE L
GEfR 1AM EE N, (RER S A TE R AT K Bl I R
O A SRR, BT — Fh s SRR UL T 1%

B2, R R BARKIN R A sk v, w78 R T
S0 FF T R Gi—CRISPR/Cas 248, i Az “Iifi
FACEL LA R, BAMRT LA 40 B 1) B R g 5, ik
Al DL T AR TR L 24 B B VA 2, (LR B AT 2 AR AE
(), Qo B PE S, TR E MR SLIRAWE L, B4 —K
W 5835 m LA R 3% B 7E B — A4

{EZ TUEk: Fh =08 1 B SCIR IS AR B B L B i o A
B R, MRS 5 CEMWE, AT N ETE H AR
X WS B 2 R AR

PSSR FIr 15 2 75 AT 78 N 28 AR AT ) 2 o 5
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