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DR) 5 6] B /791 (spacer, S)SSEAA NG, BRILLASL, ik G5 Fi
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BBk R N, X R A RS T fE Y. cas SN H A
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FAAEDRL . TR | TR, i 3 RS RGBT casl 5
cas2 2 AEEE, ENIREETRHINEEE RS E A 5 W&
FEA b R AR 10, 3 3 RIS Y R A R IR i)
cas3. cas9. cas10, HAEIIK! CRISPR-Cas9 ZR 4 EfEEalE
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BEFEIZ R N VI i (zine finger nucleases, ZFN)FIZE4EL 76
F % N ¥ % BR Bl (transcription-like activator effector
nuclease, TALEN)Zw#aF-B:, Wi miz HU R & AI2E =18
S ke B, H4b, JET CRISPR-Casl2 5 CRISPR
-Cas13 Sy SEab A I =B, ] AP A I 5 780 5 R0 2
(COVID-19)"2, 25 Zfi st AR Ry FH £ 15 00 31 1 46
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BG4 R HAT B AN, B2 A (] A4 i 24 5 D 3
ST HBIAE S [ B R B S R e 4 U, 6 S [ e ) A
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WE AR BT, BHIE A B A AR5 AR — LR SMIRRE ) ZE R 1Y
AREC, Y] CRISPR-Cas 40 %t 8 1 Rl 25 PEAEAE—
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%1 CRISPR AGHEMEYFH I FHIER

Table 1 Distribution of CRISPR system in microorganisms

Bk~ CRISPRS/™ A CRISPRs [ T A%/~ KA 5] CRISPRs Y BkE/A
] 232 870 202 30
g 6782 8069 3059 2065
Jeg:s 7014 8939 3261 2095
CRISPR%:%1]
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CasH:[A
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RS9 2]

FIRFS ma s

Kl 1 CRISPR-Cas R&45H
Fig.1 CRISPR-Cas system structure
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B AR ARE R SR — R E B HER G, FRHEH K
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/NZ B it 24 5% % (small multidrug resistance, SMR)., £ %
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ound extrusion, MATE)?" | T 245 44 5 41 Jifd 43 4k 88 &2 i
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£ B X S A5 1 AR, BT 2 i 2 SRk
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A 5Tt 2 2 (A7 A — s kP sk PHE S I i 93
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S B[] T Ak 100 00 T 24 35 DROKSE R B B 42, F ok —
A FL I WA B CRISPR-Cas 2 T4, iAo
Z H it 25 1) CRISPR PH R T8 vk PO, B iR UL, 171
CRISPR JP A B R, FEASER 2 i BLE =i 1Y) 22 T 24 1 19
TEOL, X T 2 2 F i 245 1R AR 9 IR 5 CRISPR 2 [H]
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Fig.2  Escherichia coli plasmid carrying mcr-1 and NDM-5 resistance genes
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o [ R B AR T B R G AR AT K 1.43%. X 4
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it H 5 CRISPRZESET A58 Jr A7 AE— X R, I H K
UJEH 21> CRISPR RS [AVE AT & 2B 1, A LG Tt 98 6
EREA 9 CRISPR FRGEFHILRE TN FHEA, H TGP R
CRISPR 53 JJ1E 2 0] 1) R IR TF M — L IRABISE

IR T R AN VR 05 A T 24 1k A DGR 5E, ol P LA
T RIS Z (055 7 o ] ik SCHEU O S Y S AR -B-D-F 3L
B4 ¥ (isopropyl-g-D-thiogalactopyranoside, IPTG) 5 F
sgRNA FEURIRIK RS, AT S5 IG5 8
XTHUA R I T USSR KRR S T BRI 24 2 R AL
N[ kA, EARFIF CRISPR-Cas9 JEA 1 24 36 & IE H AT
A, (A2 sgRNA ASER E P3G T S5 me B sl ol
A RXE, QiR AT LSRR sgRNA AROERZE, Al I A 3L
b AR U SO T R 2432, DT AR B0 1w 2k ) iy
SR ZG AR . LAk, 24 CRISPR ZR G0 X 14 20 1l ik
BUE T, P sy B R AR, Pk H CRISPR 1Y
YIRSy, W 2K B IRRFETS 20 bp FIHTSF 74115
AL IR V) #I B TC vk IE AR IR B B DAL A, AT ™ AR Tid 25
FEH kR B T FLR & & CRISPR A R ] {4
5 24 mE AR IE R T A BB IR SO B CRISPR Y, 2>
PR Tt 2R B AR 3R BRI o I TR AR AR B TR 3L
W25 0 B, H AT IR AR .
2.3 CRISPR-Cas X BUm 14 & NEEHES

£ U5 SO TR AR A 7 T B DR R IR T A R N R AR
Fm s =, HlNESoR ST S W OmERE . BRI
T DR 41 v 2 DR B3 7 81— G e R R AR e o A g 5
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PRI, ] B e 40 ] A AR A0 Sk A5 M TR B AR, T AT E—
FERRREE D APHIERE R RRI, TR N IESUR A
Z 5% . Yang SR, R T & WA AR
08BAO02176 Il MSHR 1132 1§ 5 /™ 0] i /551 5 2k [ W 1 A B
JEORLI ANIR AL e 8 TR, 5 28 1 5 R v IR 5 A G
5 PVL B2 1Y LukPV 5 5 (355 43 3 X AELAH W] 1) 18] B 17 910
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Fig.3 The dual functions of Type II CRISPR-Cas system
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CRISPR-Cas REiA #5 N—FEITH 2t . 5 SRR E55E. FrlA
TFEFEA ST CRISPR RGAEHH LS SR, 5t
BT R, FEARREEF, CRISPR-Cas REEaLZ B4
AL B — SRR A, B BB CRISPR-Cas R4L
Xof S DKL RS (s, 00 3 (T 24 35 DXL ] BT AR [0 1)
HKEEERS . HREIXNT CRISPR 5251k R 5 i HA —&
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