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Research progress in the interactions between bacteriophages and

bacteria at the molecular level
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(1 Department of Microbiology and Immunology, Shanghai Jiao Tong University School of Medicine, Shanghai 200025,
China; 2 School of Global Health, Chinese Center for Tropical Diseases Research, Shanghai 200025, China)

Abstract: Bacteriophages and bacteria are the most numerous biological entities among the microbiota in nature.
There are complex interactions between them at the community level, individual level and molecular level. The
lysis-lysogeny decisions of lysogenic phages can be affected by their bacterial hosts. Meanwhile, gene expression
profiles of the infected bacteria can be modulated by bacteriophages, which could further influence multiple
bacterial characteristics including metabolism, stress, resistance, toxicity, etc. In this review, mechanisms of the

interactions between bacteriophages and bacteria at the molecular level were summarized respectively, including

bacterial anti-phage defense systems and reinfection mechanisms of bacteriophages.
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HEPPRIE R, WEFETIEERN, BFEE R ARSI B B XL IR, 4N
YNHE HE TR IR, OF HL s S B OB AR Bk T — RPN B ARG AL, R B
Wik, SERAEREI. fEXMAELEE SR, 4083 W] (adsorption inhibition). CRISPR-CasZ%;.
A 22 PRHR A B A B G ML o TN T DA R R B PR 1] 11 £ St (restriction modification system, RM &
{&(prophage) L 2 & T g LKA BB R 48R 7= ik (abortive infection, Abi), J Ay
W B 74 (lysogenic phage), fi 32 B W Getg @t 2R 00 i) 78 W B A 1= G 4 B 10 W Bt ok F2 R AR

2 77 30 M s T A RV R - A R TR CRISPR-Cas & 4 fIRM & Gi i i [ MR 28 N\ ) Ve B
1.1 3R AR B A 2 4L ADNAHEHTE S, AL BE RN B4

Wi AR IR 2 R L N BTSRRI NI . BT FALE S AT R .
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111 R BRI

MG At e Mt T A IR A R R 2 — 2, R B AR 1)
Ak 4t 4 £ H (receptor binding proteins, RBPs) 54
B R SR R e I S A5, AR AR B1E
AR UL LAY, T T 4R 5 ok i et AR Y. &
XPZIRAT, A B T 1R BSR4 Bl 0 R A4
N B AR, BOE WYY e R FHLLE
Wik B A 5 2 B e ik, AR AR B 4 6T 248 R A
WT R, VR 2 52 AR GH R I 1R A BEE B B A
BAEH, fEREHED. #RS T HEEG
5, BEATHAB IR A R 2 5 R B A PR PR P 1 xof JH:
A B DhREMAR /AN 5 B0 KT B (Escherichia
coli) K1J¥ R FE I PG MR B AR T7 I G, TXTE. coli
K14z FE AT MM 2 J5, T7Re0E 15 AT Wb
J A, BTN T TV 12 4 B 0 e B A S L R L
iz —,
1.1.2  CRISPR-Cas&# %t

CRISPR-Cas 2 4t 52 JFAZ L) M — C RN ) i
RIS R4, HATREDhRe 0 N3 BrB: 3REEA]
P31 crRNAR D& AIEE [ T30 fEH—A
BB, AR B WR R AR T 8 4 & 9 B CRISPR T 4
o, PR AR RS, A T Reh “ic(E”
AR W T AR a4 P o, AT AR B0 e o 2 1, T
CaslMiCas2 M EE A 2 5 1 I8 R& 51 1 3R B
20 IR A B, CRISPRIFAIMEFE el — K
HIRTARCrRNA,  IFHA% BE % I N D) g Cas6 in T &t
& EWCAZ BN A2 W 1A P 51 1 i #erRNAs ™5 78
FEEAMEL fEMR#CrRNAsH § R, I~VAICRISPR-
Cas R G Kt Casill i AN [ IE 42 5 3 AR 1) R AZ
PR T A SO O X, X L AT AR
1.1.3 RMARZ

RM 5 %5 9 Fh 5 A A0 S D g BB 1, 439l
9V D) B RE FEDNA T F1 [1 PR il 14 4% R P D7) i
(restriction endonuclease, REase) 13 i F 34k AH [F]
DNA [T FIEH A T il IR 1) F 5472 il (methy Itransferase,
MTase). Wi b 445 R gk N 40 B ), REaseiR
| HRE T AL R AT A D) FI T RE, IR SMEDNA; T
1 T DNAFRIAH [F) 57 53 138 55 B M Tase HH 264k, Jois:
P REaseil 5 ABIAS", 8 REaseX} S HDNA K]
PR i1l /£ LA S M TaseXt 15 -DNARMEMR/E A, 41
FEIE 7R ARy, Xt R RMARSIX — AR H
K, BRI RGN T 1B ALY BURNA [0 B AR A
AA T HE .

1.1.4 Abi

Abi I | Wk T A A2 ) A S ) 5 AN, (HE
fl RGEAF R, EAEA R I 5 8008 3240 i 1) 28
T=, T A G A R 52 JEk Gk 1) 48 B 30k o kT 4 Jak
Jet . AbIRGIEH HEANE A BE AR E AW
RN, — AL T A% BB AL o G A ek B A4 R SR
BRI, ZPURRREMBE L, EALRIALEK
B (Lactococcus lactis)F sl RIAG 235, HAr K0k
FEAER M FHLR AR BHERIL, L lactis
JFREpNPA0 ] 4 iy AbiE A Abi F SR AR M B A4 K 3,
il & £ 222 R G SR F 3 BUCDNA R 2 A1 AR
AR, JE CEAASDNAS HI . tEsh, Abi
ARG 2R -PUEE R A S (toxin-antitoxin system,
TARG)MRex % . TARSHE R A EAG P A
=IERRERAR. UIMTARS N, EEE
OUN PR R SRR G W B 2= AR, 17078 W R 4
SRR RIS AR E PR R R, SR
FRFFAMELT . Rex RGEEA T MK B 14K
FERHME. coliF i KL, HRexAFIRexBZH il .
Rex A # %5 B 48 & il F1 85 2H o T i [P DNA-ER i &
EE e, WOERE LB il ERexB, Gl
RIS, FEATPIC D 5 M N A& 2B, AT
0 200 A A T B A A o
12 BEXFES5EEMEEARNSRE-RFRER

Yo Vi G R A LAV ) B R 2R ] A R AR
TEE, FERRGLTE EA R e TR AR B SRk B

Hia A, TN - SR . BRI,

T FE AR X — PR B P R EEAEH, RIN
B 75V i P I T A 3 N SR R A
1.2.1 SOSx ™

E. coliff K EDNARIRI I 38 I SOS 2
BUAEEY, Wi TS BT AR I E.coli, SOSX
7 () BN R 175 3 i e TR A N A R B o c R TR
M R R - R AR R R DG Ay, B T R
FIMIM R R D™, ME R . NETR
FEEMIpH, PiAdzw. dHE A SMEDNA, DNAYS
95 R 745 [R5 1% 41 B 7= A2 SOS ] iR Y, 7R A%
—TERRAFERIIE LT, RecA5ssDNAZE G T Bl 1
& XRecA*, — 7, RecA*Hl|¥LexAHBIY],
Lex AZK I SOSAH R B R RLMEH, FH3ISOS
R =5, Rec A pHIBY)cI ki, HEim
JE SRR AWM I R RIE, SEMERMES. M
[7 f) 3o P2 7 Wt B AR VP8 82 i B A R B, SOS s v
HLB I E2A TR .
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A: SOS/I. 16T H B RKikRecANILexA, J&# |40 E SOS S N R IE R HIFRIE; 24 £ H DNAH ) 2 Fk ssDNARY,

RecA 5 ssDNAZS 3% i HAT 8 MG 14 fURecA*s — 7T, /KM LexA T EUX SOS S M AH K3k PR R IX I IMHIAE I %, 51—

JITHL, KAREVE AR, WRAHARBA Y. B: QSASL. AW H B SYIDPOIHRIAVImAVCE K, W&

SR AN I R A D IEAR DG B R 3R TE s MR R /A VP882 K IAVAmAVC AU VamAphage, 5DPOL &N E 44, — JiiH M

VamAVC-DPOR ST MRS 1E 55— 5 T SR R Qtip ik, (e AR BB MR & 2R3 Wi I Pt N2 341
E2 18 EEEHE R MR E AR R -REER R

1.2.2  RdASOS K HAth i SHLH

M RecAfISOS [N Z 4t /& H T 1T Wk B 4 75
T BT oIS R L, (H AR HoAhER AR,
tumyt— P Lex A6 R 1 g Ag I 2L R, Rk
()85 E B Tum 7] LA I/, Rk 52 mm &
LexA$f], #ATHNSOS AL, HRecAfficIZ4f# K
WA, Tum 7 F & A3 192, Rozanov:P7E
HAFFE R I T W R 5 SOSTE I HAMK#i T Rec Al
wAE, —igepstR N T F R FResAL RIL,
A T A R ECE I c TR — L 1 A A F
ResABC £ 4t 1 & 5t 19 AH B AR R B AR c T 7%
PEs 5 —FEDsrf)id R iE, Dsrif 42 7E F8EUH K
RecAift, TMfERRE M — &ML, R0
TX P S 3 A 0T T I TR A B L AR 115 S ML A IR
AWFIC. LopezZ W e R B, e 5 B S 25 0
7] )4 1 S A BTV B 5 175 3 il 28 5 3R B8 (Streptococcus
pneumoniae) TR 7, HALH A gE 20 I 7Y
FEIVAIDNAJE % = 76 & & 1) 82 F $h b 57 44 i
IV IR DNA [ 88 R e b & A2 o 38, AT 1 42
L2
1.2.3  BfAE N (quorum sensing, QS)5 H ik S
(autoinducer, Al)

B FLR I, W TR AR BEXT 1 3 B AT H SO
TEARE A, EELINE (Vibrio cholera)idid H %
S4IDPORIZ A4 VamAVCH FIQS R Gu kA1 55 /)
A ) RS PR 2 35 DR 1 22 0K BT, i gt B A VP8 82
WAFEvgmAFE, HFRIA =)V qmAPhage 7] £ (g
515 W 2 W HIDPO45 & . VqmAPhage-DPOXE &

VIR N EE S IR 115§ VP882 qrip M ik, 3
PEQtip R AN VI IR MR ZAEH, AT
VW TR A (R R A (2B

5QS A Gl AL A A2 I T 4 F arbitrium 5
gt. W ARIERGETE 1w A G R AR Jvarbitrium )
15570 1 I U o RIS, Jo Bl 2 A i It e A
P 4 i ) 30 e T A 2t B ) 32 AR A5 5 0 1
M P AR R 52 bl T AL ] 5 e 0 X e
AARIVET, FEEA TR U

2 BEEAEEAEA

FEILHEL I R, MR AR T — R AL
HRR ST I PUR R R G BeAh, il Rk
I B 3 A 2R P W R 45 (Lytic phage),  #8XS 76 E 4
P AR IR B R, B AR A A
Fe B IEAThAE LR R 2. W A n] Ae i i
N AR, EEAR RS, KR
S CEINESS R N i PO s IR v PSS
2 B 5 SR X 56 AR T 42 i DR ) 20K B vt 40 1 1)
GNP, 3R E RO B B AN T B S A
Sen, T ] DA (e BE A I AR SRR TR
BURL K98, By L AT 1E 32 B PR 4
2.1 FEREAERTRIA R HIHLH

FEXS T AT TG 2 PURANLH], R A it i
RAG T AH LI S SRS, AL U PR L ek
CRISPR-Cas £ 4t F13 6t AbiAL ], i 05 14 1 B 3
TG RE )T, A T T4 B AR R Ak 1 A7 S5 4
AT . TR A G AL 20 B 1B T
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2.1 SFHUIR BHm

BTN AR . FERE . IR A T A I B 52 A4 ok
BHL 15 e TR 44 T B 4D 907 70 S S, W A A 0 e o AR
RBPsH] DL & e fis - o RBPsHEKIZE AR T
[FRE 2 R AR S, R AS [R)FRE B Hh LU RBPs X 52
TRIISER 77, HZ K AERBPsH: %k 1 e, A
B CI26 2 —Fh L MR YLE. colifIWR B Ak, KT
I T A R 388 A FNE. coliZR TR LamB 2K [ (145 73 1
ShA, H R R R 7R SR (R s 2R 0 R AR aE I R )
E. coliRTMOmpCA S I, 32— Fi K I G
T B 1 R i (R B R 1 R A AR, A L Sife 4 1l
LamBHOmpC #5244 (1) i 715", 158 WA Wt 1 1A e 3o
43 DACAR RBPs 4045 I B #EL K I 56 400 B B e Y — o
AIRetE. HRAh, ERXTAH R S U 2 WEPHAS 2R L G
2L 083 W T A T LA 8 8 22 T e PR P e
2.1.2  #kEECRISPR-Cas 240

WEFC R I, Wi A4 mT DLk CRISPR-Cas R 4t
TR, kSR OIS B gL, X2
FH 5 B R 5 284 8] [ 7 %1 (proto-spacer) & A2 5848 By
B 5B IR B P 1) A2 D) 7 Wk B A ik B8] AL o ) ()95
FEF X, W 7k 9k i CRISPR-Cas 2 45 [1) S5 g 7 —
& S5 R )R 7 51 BT T AGA A XIS IR % 7 I 15 2R A
B Y, 515 £ CRISPRIW BE 5 %1 TG 33 58 4> T
Bl PRABIERR. hal, WEpE AT LhgmidAcr it
H, %8 s HETCRISPR-Cas 2 A ¥ FIDNA
A TE T Cas3 iR Nl A% BRI 45 &, PHIEHLBE 4
3| 0454 DNACRISPR-Cas 554, MM & 4%
| CRISPR-Cas & 45 [ /£ Y.,

2.1.3  ikiEEAbiLE]

W T AR AE 2 PR RBEA DI ATL ] o T4 B 44 %
PME. colizRih IR T % IR MG 5 81U B i A ofd
DNAEHIZIH, 5l KAbi. [HT4REIEN Fik % B
TR B ANRNAE B A8 2 40 5 I IRNA B, ot F
TAZR S, JRWER A eTERE g i 5t 55 21 U Al
FEMER, %&i1kAbi P, BlowerZP W5t kL, 7F
AOMI1-23 8 2R R bR AR SR (oM 1 RS fk fig
I S IHTA S SO AA WL EHI 58, X 0] et KA
FIM1-23 AR SDNABE & HUviA K AR,
1 75441 T 1 ISF () N 33 SOS M & & EDNA, XK
T PP SOS N2 AH 2K 14 W5k B 1A KL B AbiAT L) -

22 EEARESIEEFRERRIET U REERK
SER

RNA-seq 4 iy &2l F7 B AR FAEYE B i

ARITHE T —Fh 745 I [ RN A5 1F S B T e

W3 R T8 K (1 730 s 3 3 o S s 7 47 1) 4
PSR IR, AR BAE 3 o 0 B L T R A A
SEAFAE SRR LK 1384, XM A BN %,
TR TN R A R E R, 2 RRIEW
TR K qiE L AR B AN T
2.2.1  WRERAREG S EUE T R AR R R IE 2 R T L
= S

FL I OC T W TR R - A TR A ELAE R ) A Sk AL A
RIL, W ARG S B E W R BRI RIA T
We TR, 2 WU TR PR R R g R b 1E
PR 2 S AR R SRk A I G2 I AEE R, HE
IR i 1 R 7 R X e R A = pgb,
TR TR R 1) 1 3 B B R R R AR AER F B =
e, RIFEAS [R) WK TR 4 - 20 B ) Sk e 21 & v 22 S ik
AT ) 0 T T Bl B — S 3 R R AR AR A 3 F B
WA —8. plin, {EeR1-37EYL/ N4k g 4 HI /R
PR (Yersinia enterocolitica)id Ferfp, FEKRFIEA T
FERAERGRIN, 7565 B A ) HERS 2
LR IR M LIRS 1 7E PaP3 R 4
(Pseudomonas aeruginosa)lvf, 75 3L R RIER) A
AR R ARG ], BIA & Y.
TEQR1-37J&YLY. enterocoliticaltl, 2T 3 K 2H N
O AR 9% 3 IR 7R IR e i 2R OA HIRYY, (B TE
QAbp /K YLt S AN BAT 1R (Acinetobacter baumannii)
B, SR DG IR 3 AR eI AR 2k LA
2.2.2  BEPRIFRIAA G| s AR 2 T T R AR R

Wik B A R A e R R, AT R BUE E W 2 M A
PR R AH L PR R IR 7K R AR B AR, FEER I AR
U L I £ 0 YR LI 5, (HAE A O BE A R, B
JIRIEPRETE R b = L4
2.2.2.0 MM BRI 2 T I R I
AU AH SRR I8 NI, 5 3 1 1 554 5t A R
ARG B 32 236 Hszma )z, adEhEE.
JEB . SEEBSE: Dl H A A SR R Rk
Fif. PaP3EYLP. aeruginosalt)fix 53 A1 stx W o 14
VENHTWE B AR A AE R R R, 40 B TR R R AT 52 3]
HE S W B AR 2L, lactis TL1403 3 F2
Z5REAE . AW, AR Ea A
FERR AR SR8 R ™, PRRIL PaP3. M
AT st HI7 W T A S G A8l i 3 B R B P R A O il 2 A
T, X EREEAAW AR ZNE Y, S 8UE
F At REEE R R 2 B B DL
FARS T W AR R ot 1 B A B Tz AR
H, {HeR1-37J&YLY. enterocolitica - ¥ 15 1w H
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WA, S5 WRTE RS AT A AR F R 2> T LRI T T HE 41

0 R, R R e TR o

i B AU, ESRABEFEEE R, HEE T )
T L.
2.2.2.2 N BB ARIERGLRO A, R AT

RIERIE S FIERIL, A B AL SR b Bk
— PR ACH o AR AR R 78 K B, lambda-cIII
A DB 5 S PR T F RIS, BRSO 1
AN B I S AE 15 5 /540 minR 1G98, 60
minff BN FIES, AR ARSI DA S R
N N B, S Arc FICPX L 4> R Gt LA B
Fi A FerpAilrp “9, #EQR1-37H1Y. enterocoliticatfi H.
E F BB 98 Hb R B0 SR 9 3 TR Y 7 L
RNAWE H AKphiY Y& YLP. aeruginosaff)id f2 i, 4
Pra A REHOE R ) 2k B, (R IR3 1 3 T AT
FAARNA G Z B A4, ORIIE T W B A B G i S8 )
SER . BeAh, FEMERARC2RIYLL. lactisHIRFE b
A RO B I 384 o A S TR ) L 3,

2.2.2.3 4 EE AR 8 X6 W R A c2 5 1 E L.
lactis. W T# A philPLA-RODIS 15 ¥ 4 B (4] %) Bk
B (Staphylococcus aureus)FIRF & HA T, K
TR AT A SR L S5 4 AT ) 4 R B A DG i PR 3Rk H R
L. lactist)ddl. dltA~ diB. dltC. dlitDFIE T iffE4
o B Bl B R I D-TH A B AL IG5 S, aureusiEATAE I
5 R A G BR - T I LB A i ] B, A g I
R ERTE R 22, 1400 0 200 A1 200 PR BEE PR T S S 1) B
Ve o A EARAHEIN 55 15 3 20 B HR TR B 1A K
POk, (HATRE R O AR N B WE B 1A B 1E A
B A R [R] — 115 T 158 4 SRm 7,

2224 LMt EBUVEOIFUPORIL, W AR
YL r[ % SN P R I EiH. Veses-Garcias™
RIMC1061 (924B)W 15 14 JB 44 J5 1 32 B AR 18 12
T EPAERR3 G, HALHILE T8 cITR eI RF gad C
HIm K FRIE, Ja 35 540 5 R M 5 ik B A
Ko FHNS T i L PR S Wk TR A4S 6o 2 TR T 24 1 ) 15
S, BlnvEFE R eAbp L&A, baumannii 20 mink,
3AAMHETR AR IR A 1565, BRI hiE
AU FESHH . XN TR BEARST E N REAEE R
— P THAER .

2.2.2.5 FH Wik B A4 BB TT R A 1 3 1 BUR
P, WAl ReR R HE ). WA eAbp LK LA,
baumannii, UL} W B A philPLA-RODURKYLS. aureus
SRR A S R I, R TR ARG S, A
BRI ORI RIE T, BFEA. baumanniiflE A
A BHRIER LU KS. aureus Rl yIFILE .

G J B 1 ROV I 2 (K g A S DR 7 T A
JDO032 /R YL xR X AR B (Clostridioides difficile) Wi 1,
2 5 21| b b P AN B 2K A G R T 41 A 3R T AR 1 2 A
ewp2 5 AL A R EE R R A TR, S B0 1t %
RN 5T, 3 B T A DA T e 1 A 7 X
BEREEFEERAR, BERIAR:EEF SRR T 16
FEFAE T, WIREUETE. B, SR #
(Corynebacterium diphtheria)5 5t 97 % R A
(Corynebacterium ulcerans)if] [FME#F 25 5L _F 2 FE
PRAFF B W62 B 42 1) o B[R] fO 2R3 =™, T e B 4
(K1 lom M bor ks R ZE 3K P~ W) REMS 73 7 B SR E. coliXt N
A s 7 200 R B AR 3 e AR A
2.2.2.6  EWIETE AR Wk 2 % 4 0 4 R AE ) e
G REFBRARMIEA . —J7, @id#mcurli
SER B AR R, W TR A T DA A 3 TR A R AR
A R, RGP AR R 5 —
5 TH A9 e TR A S 4 P 4 TR A7 L AR I T R i
(A7 50, KT W B A ) 20 A7 R 3 0 (R R B R R
o BWEFCRIL, IR L F /A philPLA-RODIE J¢
S. aureusH)IEFEH, fE FE D H R RALAK LKL
i, FEEIEAME, (LA EDNALE MM E T
R, mATERCE SDNAMAEDINE, 3R
B e 52 FAR ARSI 77, ek Wk TR A G
T 3 G 0 TR P 56 4 K A, A e O T A 5 A T ) 3
175,

3 458

S B T 32 AR TR AR e S EHR P S PR ) R
RGN, W A T DLk R R AE 1 35 40 R R
15 LA, AT LGB N BRI, AT T .
TCIRAE H ARG I8 & AE Wi N, R AR -4 B )
AR K28 7 AL . A SR S 0] i
TPFE A AR B TS, B AR T A
Wik TR A Jak e RN B A PRI L LA, XM 2 5
VA VB A Pk T AV T - SR i R ST ) R IR T A U % %
T F AP R R R A R AT . AR, BT
SR BRI EAE R 24, WR R RS A0
AFAE IR ) R &R, AERE AR K B dik
NEZFhE) J15 T, A FEARD (arm race dynamics)
FEAIP . FSD (fluctuating selection dynamics)f 70!
KtW (kill-the-winner)# %157 ) & PtW (piggyback-the-
winner) #5895 AT S B 1A S5 AN B 1 Bh S AR AL
A BT WP ) R AR, REE B B b Sk
U R AR AE BT B A (N P AT R 2
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