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Abstract: As a virus that infects bacteria, bacteriophage can specifically recognize its host bacterium.
Extended overuse of antibiotics has resulted in a rapid rise of antibacterial resistance in bacterial
population. Bacteriophages have emerged as a viable alternative to combat bacterial infections. In the
long-term coevolution of bacteria and bacteriophage, both have evolved a series of defense strategies. The
mechanisms of bacteria against bacteriophages include inhibiting bacteriophage adsorption, preventing
bacteriophage DNA from entering, digesting the bacteriophage genome, abortion infection, and quorum
sensing regulation of bacteriophages. The counteracted strategies adopted by bacteriophage are also
reviewed. In addition, the related detection methods are exemplified. The study of the mechanisms
provides a theoretical basis for the application of bacteriophages in bacterial control.
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WA AR R iR EE Y2 —, RN
TR v B FLREAS R S P U RN R 6 AR . A
20 S W B A IR R AR R, AP AE-TE Y
XL R B A EAWIOE R A B R LR Ry
AR, WEEIRR 1915 ALK, —H#
WA I 0T 2 T SRR ) 5, R O AR R
AR XA R 2GR A R R, TR R
ENOEIN: Rl ISP Sy e 3 8 20 he P S E O R
B - R AR AR 0 T OLR e, A B AT
N[ 7 2 B g 0 TR R ] O AR e AT, DA
TR A I BTRGR BRERES

1 IR R
1.1 MEERETEEER

Wit PR A SR A T . LT L R TR SR e A
M eE, HLASHR B, F i A A e AL )
JROAZ TR ZH A8 o A DR A A0 TR 2 380 5 | 2 7
ZLf IF R AR R AR Ry 0k, Sy — AT A
Wi, —R 1520 min, REGEGIEAZR, AT
W W TR AR 0 by B W TR AR AN A T A, v 2
P T A I P 0 B v o B T A ) ) A
— A W . AR MG . dUBERZLE S B
B Wik TR A 2o W87 BRI 5 1 o 0 TR R T 1Y 32 1A
R g &, KLY e A EA0M, e
i FAMI N TR E W B B OR S
PRI L Re , SCPRE A . ek BT 44 55 40 B 1) A B K
PUR A AE WG TR AR B A R A AN TR B B
1.2 2R X Mk T A e 400

WG A 2 I T A 5 A T 3R 1 A2 AR S S i R AR
R W T AR B P e WD T, e W R AR R
BI5GB SR ER Y o R 2 B TR A oL e A
AL I S P S N P
& Bp7 M Z R4 G HEN gp38 5 RMITH
(Escherichia coli) K-12 fAME & 1 LamB Fl OmpC
g, X REATY; MR A Bp7 & AT LY
MEH LN Hepl Ar[wighaM, W4 5o im
W (Klebsiella pneumoniae)WE A NIS1 38 12 HAM]

2F4EFE 1 (Side Fiber Protein, SFP)R] b2 240
W O PUR BJE, WEEE NIST fyh L 4E s M
(Central Fiber Protein, CFP)T] 5 415 4h I 8
FepA RAANAT 0 [, DA firh & Wit TR & DNA 7EA
T £,

I o 4030 ) 2 4 T A0 g TR A IR B — 2,
11 TRT L DB 5% (A R o P BTL D T 2 Ay e W R AR 32 AR
W 2R BB . 7 A M AR L OR BB Z 4k . 24k
TEAH I A . AR TR R R AR R B A i R 1A
AR . SR, B R A X A2
PREAT B, AT sl 20 w3 L A g 7 4 1 2 B 49
an, #4545 P if E (Pseudomonas  aeruginosa) ) W
R OMKO1 F| 1 £ 2454MiE 52 45 MexAB Fil MexXY
FISMEFLEE T M (OprMWWE N SZARES G005, 4
OprM ffe sk FBOLXWER & OMKO1 7 A4 R
R NHER T (Enterococcus faecalis) 2 BT )R (Epa)X T
WG DA A I o R DG BRI R TR R 22 Ak, 3%
BRI 287 Epa P A AR B 56
JEFT i (Brevibacterium flavum)VE A BFK20 3214k
AU MFS & IR R B L B IR s, Wi
AR BFK20 B9 IR B 5 AR 4N Ta e ek iy
AR A YANURT DL & 40 B 76 8 4 B8 A7 T
B, T LAVE R 20 o R0 ) 2 AR R s s, B
T e A 1) R ALY A BT (Pseudomonas) . B3
0[5 % (Azotobacter vinelandii) ] LAr=A: e HEFR R
1% BH i R 45 i 41 £ B (Exopolysaccharides ,
EPSs), XA DI SRR SRS S,
PRI AN S S TR AR YT 25 AR R AT T TR Rk
EcN K5 2 MiJEHR O 2 55 7] DUR I H 552 T4
W AR il Ve BRI TR (Klebsiella Pneumoniae)
W BE 7 A M A 22 0 ok Beomk HC AR 2 0 2 AR, il
FC3-10 WEBR A A B B e 4 i e 1 7 s
0 GH TR 7 A /N 28 IKOR 5 4 Wk T AR 32 AR A9 0
PEOL A, TP G AT 40 B B IR B AN S IR
BB, KIBHFRE G —MEA 21 DR
BT IR R 125, S thEas SRz ik
YAGa I FhuA, MITTBHIE AR RS R )
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BRULZAh, 2R AT Lo A1 4 1 58 24155 1 ok
SRR R, WORIAFF R T4 RGOS,
7 A A W AR S 5 S R MY, 3 R TR
WM A ARG AU ARG, DT BEL L Wk B 4 X 400 R )
PE—2B g,

1.3 M A 7 R B B s o 40 1 Y SR g

Wk R IATE N B B BEXSHH LA BRI SR ST 3 il
BUIBIZAA . sz A . AR ARIBERLIEGI]

2 200 BT TR S 52 AR S AR RIS I, TR A
AT DL ok AR 8 B 52 AR G5 G 28 00 235 0 2 W BB
SR WA ERAR S AL S E R T RS Ak
ZAE LamB %54, 4 lamB BRPRHFRIKZ B4
B, WERARIE S BB T R IRZE Y, I s
AT 32 AR 1 OmpF SR 5E S 2 st A
AN, WA R T LU 5 B B 58 28 R U 40 7
THT 45 4 A HE R BTS2 A o 0 2 R I A TR IR 2
(Lipopolysaccharide, LPS)& ik 15 H i1 5E [H 58 48
G, s IR 2R R, T7 WA T
PUIHTSAR, TR 5822 1 T7-Re BERAT] LATH )
TEH 59480 2 Fh LPS 5244, DT AT LU= B £ 7
5 LPS S5 JE KA E i FL#g Sy sl

U2 T RS2 AR S AR SR, MR R AR AT L
I FEEA T A, SRR B R . AN R
Sb-1 T LA i fifp M A1 22 8 5 HEL 1] <55 BT €20 4] 28 BR A
(Staphylococcus aureus), EEIE DA AR [ 21 410 14 2%
T, 8 NS (Acinetobacter baumannii) VT
T IME200 Zi 5 (45 7 SR 13 Dpo48 R AR Ak 240 i
RIMIEREZZHE, A7 W R VA 40 BT W BT
W PR {42 IME205 114 2 R & i SR il (Dpo42 1 Dpo43)
AT DARE M 98 v B I TR (Klebsiella pneumoniae) 3 1
W SN LA AR A B 2 ) - L 8 T 18 2
e,

X T A R T2 A R B Be AR A, — eI
VAT LA 3o 4 B AN [ 11 32 A4 45 5 2 UG Ak T8
[RS8 32 o a0 — S8 18RRI 1 (Bordetella
pertussis) B A W73 R ——BvgAS., £ Bvg+Bir
BCULRE )R O 1 b B 28 F0 B R 10 R B R

BvgAS VE TR, AP W R AR SZ IR R A s
& (Pertectin, PRN){XFEIZMBe %35, 78 Bvg—Hr
B, BvgAS ANTEER, #EJJ3EIFI PRN SZAAKE AN
ik, WERR BPP-1 RERSUINANTR 1Y PRN 21k,
1E BvgHIAM A M IR & BPP-1 8y A fUs e 2
Bve— AR B TR R Bvg— W B AEAF (G
HURFRIAWERAZ A PRN, {H BPP-1 Wi A RE i
B B B2 RS G B iR e AN (A
FE QTR PR AR DN med G B B ) MU e 2R 1T
BT A VUM AR 5 T — e (e A 1 s 1
R FH 22 5 BB S DXL A O S AR 3 7 SR A
M, 7E med FERP P XS AZTT IR, 51k E
B ) P e B R AR S, L RR S S AN T
M A Z RS G, 3005 Rk 41 TR 2% A2 AR AR Ak
177 25 A A4 AT ) 1 T
1.4 IEERRS B S WM RGN

WETE R 2 AFAE Tk . AETETE K. 13
S N AR GRS, AT DU i B0 25 R
FE A2, 228 A V8 S AR A TC B R O
WA U8 A 5 B AR B — 7 R G, BUZ
ARSI MBS A WA SR B, Sk R
I TR A G HH SR AR R, AL N R 2
Xof A i o R I R A R A T AR UTOE , AR R
BT A B4 23 5 2003 P00 L 0 R S g T A g O 400 ol T
VA3 2o B A s T A St B A 8 e 5 T R )
ORI FIT . KA SR ARG E S, T
X2 B A T M vk W b 37 e % B TR R 1
JE o WA IR B8R = (W AR BT B — B3
(KI5 B3 3 B ) A AT FE 1< 100% , FOME: T R o I i A
P10 R A0 5 B 1 R AT RRARE

2 PHIEMZE K DNA #EA
21 BEREHRESR

04 I TR R o 8] 200 A e T, L R R UK i
E TR AN R A2, % DNA 1A S1E
EANIRPT, AL PR S A B A I R R
(35 TERHLE, TELIPHIEWERAR DNA JEALNHENL
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FI) 55 A W AR 0 B B o G HE R (Superinfection
Exclusion, Sie) RS IEWEE &K DNA #EA
YA =L . Sie RGUZTEHE IR MER A &
B, AT LABH 1k R 5 AR 0 R R YL,
Coliphage T4 WEEATT 4t il Imm DL &% Sp &4
A Sie RE, WTLABIEHAL T %8R AR R
Yoo TEANTAANBLIN Tmm 382 228 v S s R 52
BT TR R DNA JEAPY; i Sp & i ws
IRl T4 VTR NE, BHIRRRSREREAR, K
A DNA FRAGIFEAN MRS M S5 IR Z Z (0], 911
il DNA H#E AN, B 1k HAbE R AR, Sie
RGAE TR K T T 3947 KBRS, AR HE % B
P E LR FLER T (Lactococcus lactis)FF) p335 AR
T BRI 7 Sie2009, HLAEBHET 936 KUk
k2 ge B g A BE BK (Streptococcus
thermophilus) AR AN A TP-134 gafis—Fp g5 1
Ltp, XF TRl DNA BEAZNMIZ LT EP Lp &
PSR RS T TMP A EAE, BHKE
F{& DNA JEAZHE, AT DNA FEP,
2.2 BEEHER ARSI E AR

VI 22 1 I TR A ) FH R SR e HE ke R e B E
IR AR ARGy, AR R TR . H
SRR AR el 22 A R CXIE IR I AL B, felim
PR URLRBE I P 3 2 D T A A7 A A S e
HEFARCIEE A, DAZUAFR0 G, gty Sie JEH
REASAM I SNEE PR IR R Y . $5al7 Sie JEDRIER 4 T
R TE T RE 08 7 A WA P ME 0 W TR B L
B, RIS AR, RINZERZS 5K
P AR R TR A W T AT S T
AT A g P T i S A O P s 3 5 ) 2 I T (e
& DNA Z il s 2 J5)Z 2l arR Sie
e PRI 7532 M g AT I B 850% , IR Southern B
W2 ALK Sie LR Fe K TR A5 0 ] SR TR 1A
DNA W52, T Bk S8 il gk — 2P A 2 AL A
BRI AR DNA JEA LN ANAE . 5 R A
BRSO IR 22 AN K, TRl s % A8 I HL
WER R DNA RPEATA, AT r e i AT v 2

HH TR P& DNA SEA T RS2 S 85 B,

3 UIEWEGERA

Wt TR 4K 1 B R DR 20 3 5 3 1 S A TR 40
W, TEfE FAM A BT AR Y T A
JEAte AR AL B BRI /A DNA f5kng, H
B WF 58 8 2 19 02 R 1 - 18 i R 58 (Restriction-
Modification Systems, RM Systems), CRISPR-Cas
3.1 HERFI-EHRLS

1962 4, Arber S5 B UCH FIBAT B A B {4
f# R T RM Systems [/EFEEE, FKBIER A& DNA
YU fE AN R SR BT L, K&
0% 1A 21 BRI K] 4 Hh AT A7 R R A8 1 3R 67
R R 2 BG4 R, o Bk B RS T
MTase) F1 B il ¥E N Y] B
(Restriction Endonuclease, REase), H:F MTase AJ L)
SFANBESL A e i DNA JP8IE 7 H A&
PAX 7> H & DNA 55NEAZ DNA; REase W45
PRI LA /NS DNA, FEx HwhiR — Rt
FronHl, PR - R GRS SR A . iR
FURIZRFU IS LA BATFEIN BEES3N IV 3 4 Rl

55 22 ML AR BR - B4 2R 4 rP A BREE B M A [
4 W & ff fE — F DNA #i AR B MR P
(Phosphorothioate , PT) &4, ixX Fl 1& i 43 il i
DndABCDE 5 SspABCD 52 8# DNA AU ak Bk
TR, TEIRZ 40T DndABCDE LU
GIPEEEEM Rp SEARE [0 77 AR AR, A
WERRRIE ) DNA kL IR . AT AR
DNA GifCHEER R & i SspABCD 5 SspE 2544k
IR RSy, Hd SspE HAA NTPase W61,
SspE 18 1 (T 1A« DNA S i i 7 A= D73 11 5 754 )
WA A, SRT, SspABCD-SspFGH A%t
(Ve IS SspE A[IPY, SspFGH AR PT &
Wi DNA, JFil i 4 i R DNA 52 i A 4
HRDIRE. K45 SspFGH 5 SspE B AL A
], {HEERSFITS SspABCD 44, KA T Xt

(Methyltransferase ,
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W B A DL

BRILZ AN, KB b (Streptomyces coelicolor)
A7 AE — b AR R ] -6 T 2R e g g ] 4 A= 4 R Al
Z %t (Phage Growth Limitation System, Pgl), Z &
Hiry 4 MZOEEE pglw . pglX. pglY Ml pglZ 2K,
H polX Zti—F MTase, pglZ 4ifis—7Ff REase,
MBI R RN 4] DNAPS Wi /e 4= e
HAT Pel RGHIATEIS , T AARHE A DNA 8 54k
B, YRR TR I A AR, S HPE Pel
RGEVUIHSME DNA, FEXEHHETUIH], A
20l BR il - & 4 &R S ) 7 A8 5 (Defence  Island
Associated with Restriction-Modification, DISARM)
A TR EY A, FEATE 3 MO
H(drmA . drmB F drmC), HFEHEREEESE R (drmMI
s drmMI) F1— A i 2 K (drmD - 5% drmE) |
DISARM RS il it 07 P S 1070 A 2 A
(Bacillus subtilis) 5 RIGFTFE LA —FPZA Pgl 1Y
I P AAHE % 24t BREX (Bacteriophage Exclusion),
BREX R4 5 RM-EMHRGAL, BrT pglX
pelZ Ak, BALFE brxA/B/C/L W AHEF 258,
BREX th 2 7EWE R {4 DNA V51 5116 £ 405 A& HEAE
R, ATLAIM R A DNA RO, BH I g A
DNA #4515 F e fafh (5
3.2 EEEARE RM AR5 REE

W A AR E Ak T — R 40 B AR AL 36 3 1 =
AORR M- . BIanwETE 1A DNA T A 40T 40 i
J&, ATLAFIATE £ MTase X H B 17 H3E40E
i, LIkt REase (YY)FH], X RMHLEI S AR I ok
T8 EMBHE, ANRestfe 5. Wi AR AT LK
REase RAINLASAE, sUE XM TiE L . R
FAVEE R, XS SORRERE REase U, K%
FRIE P1 W B (4R BT FR ] R 48 (Defence  Against
Restriction System, Dar System)FH. 1 H & % [F 4H )
RRAi 2, S Ak, W R AT LA i o BRI
VI REase &1k, dhabeBRAI-1E10 R 5 A9 U1E1 0,
3.3 BRFII-1& 0 F Gt 4D il Rk TR Ak A

H Fi R R G ) 57, T 7E H 2R

RS TS 7 A W T AT B AR T B 2 R B
5 00 TR A e IR — L 081 42 i 28] B i R R B R A
o, BEREREIRC SR, 2Rk 48 h, K
SUARIIR AT B WA R PR, KR EA
I TR A B A A 3 DR PR, % 3 T R e TR A L
F%, AR 3 RIYREIE R A, ML B VR 2 AT
TR A BRI R o 300 Ao R 000 g TR A X T T ke P MR 2%
B, HEBRPUM: PR A8 2 R 6 o B 5 v g s R 4R 42
e Uik BRI - R G R vk R
J2 BN~ A G I W A A 5 AR TR B TR R A
Sl % 37 J5 W) B BE 2R (Efficiency of Plating, EOP)
(EOP=55 1t I B (A AT BRI AR M8 7 TRT RIS 8 ) i
TR B B /55 0 B A AT A AR Ry 8 R IR B A
MBS H), 0l EOPL; MHLIER AR b HkH
1-2 PSR BERER RIGLPE E RS R G 7=, LA
VPR EB M W R AAY 1S, A5 20 RS
AR BUPERE MR SR A4, RIS BER,
0K EOP2; MEFA: TR B MR F PR BRI 1 B
PR R A R R, DU TS RN 2RI 2
HRRRE RGBS, {08 EOP3., I EOP3 5
EOP1 AHIf, WNIZe BT P ik H AT R A A PR -1 1
Z4:P% Bl REBASE %ialg, T 20 & FE R 4
DNA gt BRI -1 R G LR A5, by
A B A R G B R A JBORE, 2 b 380 ik oA AR Bl
TR AR, I A BB R A AR A, T AR
PRER AR ARG, R B I ik B4 BR i -1
Vi ZR A8 R, ol 200 RN W B A B Ok . 1
1 Southern Z%58 S U0 AGHIN Ik Y 241 Ffd Py I B A 1) &2
il = BRI R e R AR T TR 14 DNA &2 il
ANEZREM AR BRI -8 2R G0 ) TR b PR s P AR
DNA {1452 il B 5.2 110 0 ),
3.4 CRISPR-Cas &%t
CRISPR-Cas R G — il b ez tILhl,  Hh
— S o 55 114 L D) ] B 1 [0 S 910 DA R HL A A TR
fn T HhRER) Cas £ F1(CRISPR-Associated Proteins)
Mo XFRIEICIZA T F IR R M E G AR E
FERZH H 3040 MBI XS VR SR — b 1) ] B 510 47
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BTE A BB ZH Y, CRISPR-Cas R &5 & ILSE

AT X FVE R E R TS, ZFEIEE SRR 2R
5 HAR ST B B 42 51 (Repeats) Sz 1 A 18] B DX 51
(Spacers)ZH P, BFFE B, 1R T8 AT LS50
& DNA JF9I H Be AN, I8 e i A BR
UFSE CRISPR-Cas 2 4t —Fh LA PR UL B 7
HHLHI . FRTE JIE R 40% B0 15 (14 40 B A
90% 11y T F A7 LK R R 1 5 (R 3] 1)

AR VETE R DNA o — B 0P SR
CRISPR [H][fFAEIATE H B ISR A Mg pE ik
R = R e O R L Tl VA I i G
CRISPR-Cas I DI HIWE A DNA . Cas [/
AR R R 3 BB, MR AR T AR YL
5 FMER, SMNEAR DNA BRHEF S0 T.3%
F3 2 ANEEFHZ R SAEELZ WERRTY], 4
15 IR UK CRISPR RNA (crRNA); 2 Ji Cas
HETE crRNA $8 5 TR E S NEIE R R E A,
BHLILMEF A DNA 7675 AN K. BT
f) CRISPR-Cas Z&cA 1-VI B Hb 1, 11, 1V
RZGH Cas HIIHZWIE SWAHN, XK
CRISPR-Cas R4 F L2 SUERHAAD; M I, V.
VI BRS Cas HIUEHFTEAMN, T BRSEH
Cas9 EFVIEINGE DNA, 165312450551
TR,

3.5 EEE{KIKHT CRISPR-Cas BY#/#]

W AT A3 2t X 1 B %) R DR 7 o AT 2R A Rk
##fE F CRISPR-Cas f¥I#|, AfHF CRISPR-Cas
R G HAT FHAE N, AT LUE B 3R A5 B A 2 g
1, DRI B A S R TR 58 A8 AN BB 5 55 kit T
FMERIH L. 2013 4, 755 2% 5 50 TR o W o
b R BT —FhHT CRISPR &1, #&ZE 2019 4,
V44 40 Rt CRISPR K 8 & BIPY. $ CRISPR
HE A LGB BHET Csy B A SR A Hbr DNA
gh4y, RN, P CRISPR
ActEl il Cas3 HEREGIEYE, KU TYPE I-E
CRISPR FRGe Ak Ry bR L R 1 2 Sl (R 7, BHL
b W TR AR DR e Tk, W T Rt T AR i R B

TS AN AL B
3.6 CRISPR-Cas I | K& & Ak B 46

AT CRISPR-Cas 7 %t )i fb b 02 MM A
DNA HORBUB R g+, JPR L7 3] CRISPR
JPgh, B CRISPR JPAIEIRSFIEAR, FlidEid £
R, f CRISPR Finder, PILER-CR T.H |
CRISPRDetect, CRISPRdisco %1172 W{5 B2F 40
B, 54 R 28 Hh 1 CRISPR 42 751 il
J 50 5 W TR R B R4 P A 0R A G, LA 4
CRISPR-Cas 7 4t f& 1 H. A H8He it 1 A= 4 19 T
e, FARWRET AW A Ttk CRISPR 7
B 55 W A T TR AR AH L AT B SR 22 5 . O T UE B R B
X7 4 A S5 W R AT A O, A I Bk s
B E] PR X k4 CRISPR ¥4, F MUBE TR R X I B
PR IGRIURAE A ), Cas 2 A& — PR 42 )8 29
T DNA FiSMAZRR N UIRG, Eat Rk bk
W) cas FEH, TR ZMEFE AT, U cas JEA
WBE TR R,

4 FrEREGy
4.1 WERRESEEAEIENS

WY (Abortive Infection, Abi)J& 8 7E M
KK F B DNA FEAZE EAN5, 15 32240 Bk
AR AR B, T8O D R R R
T RRPOL R Y A SR R A R e Y
SURY I I 7 RO N el L AR RS B
PEPLI, 2% PG BH M TR R0 8 24 G BH P B B A A
XAPRIMALE] . H RTS8 2 12 R A AL
FRTR, T4 WERARAKFEEIN Gol Z MG KA
K12 B9 Lit ZEEIEE, Lit bIER A AL K
EF-Tu, #Mil7E 3 M s AL R A BED . KT
WL —Fl RexAB /'F1% RII HEFRHLAI, H
RexAB 5 RIIAB UK —ZFEEEHEASY,
O 20 BB ), BRI, RN AT
TP FLRE P AT 20 250 Abi R5, TR
W Abi REGEH Abi BRI TR 14 DNA
EHIP, AN, MATERE Rt BT —Fh Stk %
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fitf(Serine/Threonine Kinase)J™ 5 [T =B YL R4t .
Wit PR AR ZR TG Stk IR L 15 U B i R
e SO N 11 LA NS A
(Toxin-Antitoxin, TAWLHIZHIER, % RGh L
BB R APURE R AN, B 2 10 0 7 40 1
AR, FEANE RIS E ST, AR
HRESPHERE PR, TA RGN NEATS
BB, KRS RNA, RNA 55 RNA 2609,
ERAERKFMET, @iEMiERSHERH 74
B, MElRERE i HEER RS,
PiaE R TR sUE FE %, BER SHHRN T
M BrgATRE, R B, SRR, X
Flr TA BLEIA 5 00 307 e B IR TE R SR e AT 7
(Pectobacterium atrosepticum)"F' % P, BAJE AT
B ToxIN REGEH tox] 5 toxN AL, 533 dwhidbt
HERHANTHHERREF; ToxN #H4I A=K, ToxI
RNA HF1 ToxN FE, 7EMER ARG AR5, R
SHs R IR, B ToxN, R R G,
Wik A4St 7T LR IR BT w5 A -, b 3k A T 1Y
BER-DURER RGIHIZY o BN T4 Wik D 1A s — Fil
Dmd #Hi#E R A, AJLAEZEMG RS R# R
P, BB et T7 W AU 23 5t 5
— TR R R E S, AmfiE TER
FORFFRE 5 AN TR AT LUA L — PR rox] 11
Fe 9 D2k i 22 ] -, 4l 28 R IR DL ORGP
ARG BT Bk e ML AL, 0 S
(Retrons) S FY L™ A LI 2 5 40 TR HRHT I BT
R, BLFEWFE S ifF(Reverse Transcriptase). JF
4t RNA (Non-Coding RNA) KA &1, Wi A
H X RecBCD WM 23 iiE Wik s, S B0R™
EYL R AN AT R B R B, 1
CRISPR-Cas FEHFRNAREATE—XF RNA HRER-
PisE £ RGi—CreT/A, CRISPR-Cas RFin[F|MH
RNA Hi# % CreA #21il RNA # % CreT Y35, fii
5 E W CIEE KR CRISPR-Cas R 48 (4 Hie I
Fa”). —H CRISPR-Cas /r#ifidk, staifkS

CreT FERMFEE, MR e R % mE F 6, i
15 CRISPR-Cas R AEMEAMMRE AR A7 e T
4.2 MERESEERERAIKIEIRN

HLTRY P 7 SRR L ML P AR 2 TR I Y I 1 24
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Figure 1 The mechanism of bacterial resistance to phages and the counter-attacks used by phages to defend bacterial hosts
TE: A BTSRRI ZU e g A E A R ST A T R, LRI R A T DUE A e AV DR sl B R ST TS ), AR
Wk B AR G O BILIR AT LATEAR R B S B Be b R AR I RE . B AN RPN AR I HOBLE . (a): TRBRHMH . ©Z ORI IR IEH Hy
WIRZAR . JER B2 EIVBIE 2 AR . SN OMVs; 2SR S B HINE B A KT, OMVs
VES i HBELBT I G AR BA 5 (b): BELIE DNA BEAG (o) RHI-BMIZRSE. RE MIRGHIENUIEG . MT Jy FUEEFFSRE; (d): CRISPR-Cas
RS, AIRIRAIMEE R DNA FRERTS, FKHAETE7E CRISPR JFHIA, MR IR YIRS, 7E orRNA 515 F, Cas
A RIERILIEISNE DNA; (e): AV BRALE . MEAEZBIEEEIE, WMEEEN Gol ZIKEE—RIMEM, J1k
T s (f): WX IR o 220 R ) 2 AR A S s E BN, W GE IR SRR | RS2 M N
H FOBTUNHT A 52 R B A BRI 5 () : WRBR RN BRI R e o WP (AR i BB DNA b BRI P DTGRP il A
FERGl R FIAE 0 T IREEEREEGXT A & DNA BB T F IR, SRR B R SE s (h): WREIANXS CRISPR-Cas 4L,
Wk PR A7 A BT ) SR B 1) (R AR BOMBR) . S Acr ZE 1M Cas S5 WIU1H] A 5 DNA BTN ) CRISPR-Cas R4E

Note: A: The phage replication cycle; Virulent phages replicate through the lytic cycle, whereas temperate phages may replicate through
either the lytic or the lysogenic cycle. Bacteria have numerous anti-phage mechanisms that function at different stages of the phage
replication cycle to prevent phage replication. B: Anti-phage mechanisms act at different stages. (a): Adsorption inhibition. @ to ® indicate
normal phage receptor, receptor mutations, protein modified receptor, and receptor coated with polysaccharide capsule, outer membrane
vesicle (OMVs); Mutations or modifications of receptors inhibit phage adsorption, and OMVs act as bait to block phage adsorption. (b):
Blocking phage DNA entry into the bacterial cells. (c): Restricted modification systems. RE is a restriction endonuclease and MT is a
methyltransferase. (d): CRISPR-Cas systems. Bacteria recognize the protospacers of phage DNA and store them in the CRISPR array. When
the phages infect the bacteria again, the Cas protein complexes cut the foreign DNA. (e): The mechanism of bacterial abortion infection.
Bacterial abortion infection caused by the phage proteins. (f): Bacteriophages counteract bacterial adsorption inhibition. When the receptors
are mutated or modified, the phages recognize a new receptor, or degrade the receptor’s polysaccharide capsule. (g): Phages avoid restriction
modification systems. Phages evade the RM systems by deletion the restriction sites, encoding methyltransferase or using the host’s

methyltransferase to modify its DNA. (h): Phages respond to the CRISPR-Cas systems. Phages produce a new protospacer (mutation or
deletion), synthesize the Acr protein to inactivate CRISPR-Cas systems
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