2023-08 AU RO R 25 2 4 CF AR 27 i)
59(4) Journal of Beijing Normal University(Natural Science) 513

BSE-NMEBRAGHIMERNSIREEMZF TR
i

BA#s REAT

(A HOI G 2 2R A Bh 2 2 B, A6 T 3 A~ 200 O 9% B8 B R 45 24 1 23 280 PR T s 52 3 =%, 100875, b 50)

WE W FR-Pi7E R (toxin-antitoxin) REE (AR TA RG] IZAFAE TR A YRR L ABTOR BT 2 R
TCPFLELIN: FE A RE R, FLAE A5 40 B AR KA DGR SCHERR 1Y, 21 DNA B2 . mRNA AOFENE | A B
PEPERE ARE PR, nT AR DU RO e R LR 250, DU 3R B R A PR AR, AT (75
FREEE, MEAEE K. 245 B4R T 8 PR TA RS, ENIERNLE& M, 25 2R L7 sh i) iR
P, TELA TR NS  HRAIME TR O | 20 B 45 B TR B A B B8O TR 25 IR I A 4 BRI, ek, TA RSP TH
T BEAB A IEA, B T REART S RBR PTG . A SCR 2R TA RGEMHEFILE] XA Y22 DIRE, I v & TA R

BRI AL WA 2 .

KA TR R ARG NI 20 AN 2y AR R

FESES Q93,Q71

0 5|5

BR-PLER (TA) REAFAE T ILT A 405 LA
MV 2T, %R G S — R o TP A A
R Sk 00 ) A R A K I R 2R — P R Al R e a2 B R
ERmPLERY. BYIAMAK, TA RES 5H AT
FET D, H 5 R E s B, TA R £ %
T3 B A2 410 1) A0 BT 179 A K, 7 AN TR N 9 R N | IR TR
A H7 B RDE I . B0 TR S s i DA KBt 245 Pk v R 4
HEAEHIP.

2023 4FJE TA RGP A BLAIEE 40 47, h FH AT
By A, AR 20 AR RS T AR, HEI T 2 2k
R TA R 40, B LA hok/sok AR F (0 T 1 TA R 48,
A ccdA/ ccdB Fl MazE/MazF “ACEER 1T B TA R4
{EL Bt 25 45 AR 14 32 25 4 o I DAL 2L 0 5 i ) T B
WKEE AR B 0] LU AT TA RS W, 40 RASTA-
Bacteria. TADB 2.0, TASmania. TITAdb %, ¥ AL ¥ {5
B S IRe S AREs &, AR T HZ 1 TA R4,
Bl VF 20 TA RGN R I, AR TA RGEWAEY
FUIREE I — L . X TA RAEANS H5HRE R
w2 5O H A AL oo, Bl R A B | G
AT MIE AT, TA RS SBURHNE A

* E R [ ARB I 4 YR Bh T H (81972604, 32171138)

DOI: 10.12202/.0476-0301.2023125

SR AT 3 2 VR AR A B AR OE A, AR AR T
X 2% i R BT k38 A HR BT P R AR L A, Y@k
TA B S 5 R ARG CL b T TA R G HLH]
M ZREE, AT T2 L83 A B TA RGEH) DI g ik
AR F T, TA RGERRN RS R T T8k
M2 B8R, BT TA RGEIT RN Z R AW ARE &
I T RHIE, 3 95 17 ¥ B SR s A F A 12,

1 BEE-MERRGHIE

TE TA ZEHEB 40 48 B, R4 B4 R &
LT B A R LR A TA R8E, R
YT R PR R A B M Re A G
CAY R AR H £, 035 DNA W& #l . RNA 1)
LIS RN R @2 I KW B o A = T
P TA G015 5RE AL 53 8 2502,

LR TA ZRGh, BB R RETFERELE R I
SR X RNA. BEATH DL 5 5 % mRNA 454 1%
HALEE RNA, {2 JEFE 2 mRNA 4 [ fi% 55 BH K 8% 85 74
i, AR RN A ZE S (E DU T RER
AL LR 48 s 57 AR FH AL 43 oA BEORE G 75 2 M o
BEF 2 S8 AR SC A T A3 Zam i 5 | ke B A0 25 it 1k
o R 7 R 0 A, T ATP & B M ST 9 1Y

TGRS KRR (1970—), B, ##z. W58 )5 1l 40 M4 58 ) 4% . E-mail: jjzhang@bnu. edu. cn

W fs H 4. 2023-05-08


https://doi.org/10.12202/j.0476-0301.2023125
https://doi.org/10.12202/j.0476-0301.2023125
https://doi.org/10.12202/j.0476-0301.2023125
mailto:jjzhang@bnu.edu.cn
mailto:jjzhang@bnu.edu.cn
mailto:jjzhang@bnu.edu.cn
mailto:jjzhang@bnu.edu.cn
mailto:jjzhang@bnu.edu.cn

514 LRI A2 2 4 (A AR 2 i) 559 %

I % % 0l LLXT DNA 5% RNA #F17 Y) F1 ™. hok/sok

B H3E 43 85 )5 A U3 R TR RRUE D), R AR —
W T8 TA R4, HAhr) T A TA RS 435 SymE/
SymR, IstR-1/TisB. bsrE/SR5. SprA2/SprA2AS Hl zor/
orz é‘?

I antitoxin toxin
N7 N N7 RZNZAN TN TN
SRNA j \

(antitoxin) T e

RNase G l fareet
&y mm

MH@@UM
s
£ 1H TA RGH, PR LR mRNA R X RNA, 7[5
# 2 mRNA 454 3 TE B AsE RNA, 1R # % mRNA (1 %1%
BT ARG S, BRAMERN T EZRMG, RZE
FE A0 .
1 1ETARGEIERAIG

A TA RG 2 & F & MR & ZH TA &
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JiE OB E S TA RS, Hoh Rv1045 & a7 iR %
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HEY, LS crel B3 TS EAES T E
PP CreT §% 550,

b
creT | cred
A 7N7N7N7 ZANZaN 74N ANy
j CreT \ CreA
l crRNA crRNA
J o 2
e } l O target ‘ - cas protein
S tRNA ) ‘
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HYIE], LA BR TS R R AR. X4k RNA HL R B gr
WO T HCAH B Y B R sk AR, I Y hi s &
RNA 55 pdi /D i, GRS e R B R e e A R
BIVE. i, 7 T8 TA REh, 8 Z W EIFERCRIT
RFPIEE R A BIRACR, X ST sE R KT i & LU
WRERERPE ST, AEENE, parD T B R G
Kid 5 F 1Y 5% s A TE G B 77 990 08 5 2 0 s b0 1,
HHR RSB EKR D, XMRALE S T HA T 2%
ARG A TFIFIE.

e MAI R G, hFl TA &4 WK 8T S hi %
2 RNA (%5 55 i 2. RNA Hid 2 th & 8 5514
IEMR AL S, SR, B R K A0 R N YR b 5
F TR RNA st AR YT E R B 75, X e i
JPA1 A BT S IE RS h AN EE R 1 R Fy 7 2.
23 TARGWEIERBE HEITHRMITETA RS
H, R A R — B R, TR T 5 2k £l i
5 AR 0BT RE R IE R B E A Wi e b R AE
A A M B 28 30 28 A FP L 2 0, 0 0 B A R 1
MR AL . T B as 18] 437 BELBEL b i 4 208 A 75 28 B 35
HC o RS R 0 T DR B R AL TR M R R R AR
I8 B 46

e TR R MR EEIR T HEBES R, X
R AT BE /2 i T ATP 48 1 85 % (40 Lon. ClpXP ¥,
ClpAP) R BT 2 i TP a5 i 8k, 4R, 25
TA R AP0 T AT R 0 M DL BE 5 Ak 28 5
YRR R W iRE L. PR R AEIR N
TR AN 5 HAH B B 75 28 25 4 Ih 28 BH MY 0 0 10 A v e,
e A TA RZGEWEoE v, WF 58 5\ o i 0 4 442 il
PUEEZE W M IR oE B R DRI, SR, R LA K
FRoR Y ik TA RGN 5, ficils 0T 58 22 B e 3 bt
B R FROE MR O L, ARefR R R B ©
ZHGE T TA R — N RE T, 55 3 A 56 g
% SecB #fr F 118 (TA-2r T 1118 (TAC) R%), 4T
BEPEES S THBEENET, 2P e s —
AR A RN XL 7R e LT, T A TRk
EITr B SRR E, B (98 ATP MO 5 1 W e e . 1
BAMBMEL T, e R L ERE, TEhH#HE.
FHEHZ R, SocA VI35 R B 151 09/, ot
A5 ClpXP &5 [ [l % FH N7 19 55 25 B4 fifk 28 1 & 442 v f
YEHI.

7 ARG, YL R 2 — A0, 8 o L 7E 5
R R R SRR AR AL () B R IS B, R
FEAMWEYE. &4 M1k, B AR EFIIE AR E TR
0 B R AL YL S AL 1Y BT HEAT B ORI AR,
— S0 o AR 0 BR SR B  R TR MR T AL R R
W B T LR PR ST 3% 3k B AT 3 R B, X 78 S gk
LT FET BRI .

3 BSEEMMIERELRR

IR, BE AR AE S A0 T A 20 T BN o B
T PR B /N 0 B 45 40 BB B BT IR, AR AR iE T
RNA 75 3= P FoATHE ks 5 3 09 58 S HAE AL
MEETR L
31 tIEIDNAMEMEFINEFEER 7 ccdA/ ccdB F
ih, 8% CedB I Y 5; 2 4 1] DNA fiE fig B (1) GyrA
W, 70 DNA & il 953 DNA 45, i #ifil DNA
AR e G 1k 97 26 v 9 DNA B2 397 2 4%, CedB ¥ DNA
b BT E S BT VE R G, AR O K v
240k R AR H AL, CedB I PN I &5 S E 6
SCA R BT, AT S BOBEE W7 24 . SOS i I 1) 15 5 Al 4
AT, REFH ZELEW LS CedB B9 X%,
ParE 11 B35 () Rk B 5T SOS . HEl A
I & ParE Rk 19 73 FHLEE & 5 CedB AHAL, DX R X
CedB H A $T 1 1 GyrAy, 58 28 4K 45 S8 AN fE 41K Bt
ParE B9 & PE 4 T 8 Fic 7 ¥ 5 J& DNA {2 e Al
FiFh S F B IV, Fic n] #H] DNA {2 e B AN £ S 44 il
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HERIFTER FERIEIHLS 2445
I DN AR BER LB ER h I DN AT % 45 CcdBH*
H4 ADP-IZHER 73 ANAD B B B DNA I, FEDNAK Dar T
DNA I IR FN R LAY DNA RalR™"
5 DNAR AT B- sliding clampA EAEH, FKDNAK Hil i RFLPE SocB!*!
IMHIDNASE FEBEAF NSRBIV B ATPAK TG 1, T EUDNA R it sl i 42 Fic*¥
PIEImRNA MazF*=!, RelEl>
PIEIrRNA MazF5!
PIEIRNA VapCl+%), HEPN#!
RNA FILIEtRNAZ B FaRel2
CEARRNA, - GNAT-fold acetyltransferase® "
FH IEtRNAs 5 ZBERREE & MenT?
FHIIR A (RNAS E IR ISE & CreTP3
. Fr P REIR L E-(RNA 5, 1062 tRNA L ZAERR A & Hip AL
S 5MFEA
FERRTF Tu (EF-Tu) BERRTLIRA G Doc!®!!
AR AR AL Hok, TisB, Lsr> 263
or TR RN i 2 W 0 AR W 6 B G BRI
HH FH 1 MreBFIFtsZ A, REMRA 225354 ChtAleo
T A | IKfEIFFERS NAD MbcT!*"
FEREIR LI FEGTP-GDPHIATP-ADPiH: ToxSAS!

IV i) ATP K5 %, IS5 DNA $5475 R0 & il 6 3 o] 49,
5 Bk fEH T DNA (R IERG S R, ~LHER R
7N 4280 A DNA. IV AU DarT % % J& —Fl ADP-#% B
SR, 7D ADP-# A B 4> N NAD' 5% £ 2] 4
DNA [, &% DNA $ii #3 JF 5| %& SOS Je i % T #!
RalR # 2 & — Ff 45 5% DNase, 7] 4% H 3L Ak Fi1 R
1L 1) DNAML VI# SocB # %Kil id B #% 5 DNA
R AW B- sliding clamp #H B /E I, K& Ik DNA & i
OERES < i

32 HIEIRNAFMELEEIFENS R MHEEA G K
7R TASRYEEER. FEXEEREHA
AN TR B R R MR 1Y) RNase. 101140, 2 H MazF F i 00 &
F VIR 5 M B A7 17 25 RNA, 0 1) mRNA DR A% b
A& RNA (rRNA) FiRECS, SR}, — 28 MazF 2 % #%
TEBAXT B —FP2E A (RNAs HAT R4, MELZ T, VapC
FE B 2 W RE S5 VT #ER 6] B AR (RNA Y I %
FZEX BB DL N 23S rRNA Y sarcin-ricin ¥, iZ# 5
AT 2R B S5 R AL PE . RelE FIAH G 7 Kl
b WA BH R AL A S, DL B Oy X
mRNA, V) H# & A7 HAR %51 15 2 M 34
{8 Z [ 5, HicA 8 % H A RNase 1%, {H 2 1]
e S AT A TR 9T

Z Ff T AU B 2 5 % tRNAs 5l tRNAs % Bf [H
T 1 B 5 I 15 1 52 Wi (RNA O I fE . HipA # £ 4 R
PEE 2 1L 2 BE-(RNA A 0, 410 ) 55 2 (RNA 5 & 3%
2 25457 Doc # F i 4& fift [Nl - Tu (EF-Tu) #5121k
FEATE, TN ] (RNA 538 45 B AZ B IR, R
1 GNAT-fold & W% % i o £ WAL 45 € t(RNA |
1) S R A (RNA 2R 16 P78, fi it & LY ToxSAS(#
F/ME S E G ) K FaRel2 T K, ¥ A B R 5
M ATP %% 2] (RNA #2328 1) CCA K ¥, Wi 61 35
tRNA Y 2z Bt A6 VIR 75 3R 0 i o o 18 g 5 4 32 i
i 2 ok 0 (RNAs (9 T B8, H ' MenT & % FH 1k
tRNAs 5 2 5L ik 4% 4 %, HEPN 7% 2 | 4] % tRNAs V.
HERHEAZ R, BB M F 9 & 3R, CreT VIR 23 28 1] LA
BH Wi 5 A (RNA 5 & 3R 1 245 &, L 5 80k K5

TR 435)
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B /N RE R IR e B I, dE R b T B R GG
iy, 5 40 Hok. TisB. Lsr, DinQ Fll Fst. K Z ¥ X K5
R AE TR 2 WAL, IF A8 4 A Y RS I AL BT T B
il 20 10T H A7 — LR A I 8 0 5] K FEAL B R
7 4 40 i 53 %412, v AL GhoT & R H A 2 4~ % IR
i, Gk B 2k 2 S B0 N A Y Y Y R A0 R TE R,
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KT A TA RGP A ¢- 7 28w iR 1k
FE UDP 1% £k Ao, ke 41 i Bk SO0 MR Z W 2 0
G, AT SO i R S8 R 2 R L IV AL ChtA 7
B UE B AT ) A EAE H B AR MreB fil FtsZ 19
KA, ST 20 B 0 BB 43 2O,

34 FERBPNBHWEER LR MRIE, —L5
EN Rt WAL AW k7 N7 X AW I VAT S il I
AN IEE. B, 1A MbeT # R /K it 3 #E/2 NAD',
NAD" & S0 Ak 3140 Ji 2 I T 0 75 114 Hh s B 7 24181, ok
H I RFNIV & R 5509 — 4> ToxSAS 3 % W% ji% (Farel)
HA —A~ REL ¥ 1% (p) ppGpp 1 i il 45 14 38k, IF 38 3o
£ 9% 12 1L 71 #€ GTP-GDP Ml ATP-ADP i, 4 51 5 3
(p) ppGpp #1(p) ppApp HIFHL R L

4 TA RGHEMFIER

IR BURL_E ) TA RGEFRERY, LRG0
PLARBEAY B J5 25 0 UKL ) T AR Ai PR, DT & 45 4 ¢ 1
= op R RRUE A TE I TR L SR 4 Ok s HE
TA RGN TR, AN FUE MPLEE Rl SR, B AR
FE I RE SR, PRI TG R A i 23 0 AR R BAE T,
B R 43 8 Ja 28 A0 BTORL AR B LRI L g e TA
RGN RI, W mazE/mazF, " T TA REKIEE R
RAEFRF LLAM R D fE. A R AIR AR, AR
TA RS HA ZF AW 2= UI6e, 48 4k R5 it 1% oo i
BE TR | B0 as M R o A A R G A
41 TA RGS5HHEERTH  ccdd/ccdB  hok/sok
S 2 R B IE 1 TA B, B AT S ORI 2
B2 ARBLCE, 52 TA REW0R BLEA TR 1)
Ifg. #ilan, IncC ki H 1Y higB/higd TA B 78 4 H
R PRy R YL, X T AE TS A R A PR AR E b
e ¥ Frob AEE 2 L E S, KZ 8 IncX4 Bk g i A
24~ TA &%, Rl HicB/HicA il TsxA/TsxB. 4k HicB/
HicA 7F 5ol A= K S0 F 6 Bk faose e A 1R, 2
TsxA/TsxB J& K AT & H 4k 45 12 B0RL BT 06 575 1. 3 F
M TA RGN0 BOR 2+ £ 228 o 0 & 5 R~
ol TR A 114 AL 1] .

SR 20 5 R A R 1 DNA R B, o R e
TEAN A T G o pA Y FE AR 88 4. e TR R A B B R 4
R e A TR PR A RO S B DA, DT I R AR 4l A
o7 35 PR A ) B R R AT, 90 Gn O PR B RN BT
FAE TA RG S5 B dE+E. Han, 6 F 806 %
% SsPI-1 71 SezA/SezT TA #EHk, 45 B T 78 #& 4% BR
TR 0 B PR R 4 ) B9 A7 AE . HipA/HipB TA £ 8k ]
DLRa SE 6 M Ay PG T CON-32 Wy & & 3 I 4 5
CGHM8™., TEVHITIR B, Z 251 25 V0 1] G B L 1A

ZH 8 1 (SGI1) #l IncA/C FTRLAAHZS. & Gk, T
SgiA/SgiT(—Ff SGI1 4 5 1) TA i) ity SCHEAE H
4 IncA/C [R] B A7 7E BT, 1% 5 W] DLBE AR G b 2 15 7 1
FYe i,

B 1 oA R PR 20 By, At 35t A% e, a4 i
AT BAEA IO VIR A . CRISPR-Cas R 4%, £
EY AR, WA LI S TA RGkR4E i Hfa e vk, fr
TEGLINE B AT 0 214 higB/higd &R i, 7]
DL 2R R KM FF v i Il Bk, R AT B A
R Z MBS FROEWENW . 1A, X EEL IR
N16961 1 18 A4~ TA FEHe i 4 18 T fig 43 A1 UE 52, B AT
HAREBEASTWEM. S8, BA 5o il
T TA RGAELEY G 1A TR ME R R B VE . )
N, mosA/mosT TA Z G AiE ¥t % & L8 o4 SXT 1) 4k
Ff. CP4So WEE AR R T A TA #iHt ParESO/CopASO
F1 phiCD630-1 ME R R th i) T % TA B, 1] LA 435
e EATAE Ay FU LG AR AERR TR T A E T, CreT/CreA
e —Fp VIR TA R 450, 3 40 f 6 & AT TAE 78 i A0
K4 FF CRISPR-Cas RGP Ah, TA R4 HA ik
P RRRE BRGNS, FEERT T Sy aikmE
L9 T 4 B e, i e AR G i 1Y 3 b ParE B 2 AT LU
W fie 15 YLt A, R, ParD/ParE TA R {2 #E T e 1,
i T e k.
42 TARGHEAESHHPNIER TA ZEXHE
BE 700 TTHK 15 2 78 0 UE 5L S5 o B R R 2 45
I IR0 R, 25 A thE R I B s R 2 — . 4
W53 BT H37Rv /04 85 4 TA & 4t (4045 &
AR ), 1 AH G 04 Al S0 M T35 2 AR B A
44, X — R IR TA BT RE 5 40 0 75 1A . BF
TR W, 45 8% o0 R R T P A 8 TA R,
1% VapB11/VapCl11, HigB1, VapC22 fil MazF % %, A
Bl F SR A R TR 8 ). i T IR,
PLEEZR SehB 91 1 X B 7 & b AN AT A 1, R FE /N
BB o SehB {ifi 4 T 75 19 8 A2 L 1R 1) 2878 43 Ul 55
RAGFEVD T R B A F 1. Besh, T B3 2 Hha 0 3458
G FEVD TR 55 F1, hha BRI 2508020 B4 FE 10
I EC B 7E /DN BB 4 By 58 A R 98 E SN . 7 B B BR T
1, Xress P8 28 1 it 2 58 A8 PR L /N BRU e 3R B0 s S gt
B R D I S UL X e TA RGN S
S, R A R e s 4R T R R B R 4 1R .
B0, SezA/SezT TA #He T BUiw Pk £ A & SsPI-1 15t
fRRa e v, X 5 v G REBR TR 2 B kAT A e,
K I, SezA/SezT #£ 2 5 iEBE Bk A % 1 A2 b b B
[ Hz 1 H

KL TA R Gk o T IR T4 /9 35 47, 5
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WA DB TA R HAMWEH B n9E . wlan, 764
W08 2 PR H, PULEE ZE SavR Fll SavR-Savr TA B &
PR DL o B S R 3145 Aok R 2 A4 0 B
hla M efb ) 35 . N UL, 4 85 (5 8 4 Bk P %
TA B 26 3 o 1 oA /N BB RY e 0 1 1 375 4
FOw PETL AL, EER % MazF B 2 1 B mazF 43
140 4 ¥ 60 A BRI A BOR PR O — A R e
i M B B BT R HigA. HigA 7] LIS myfR(— P 4
i OGS B 7 98 1T N A S D) B 3l 7 45 6 I i G
F ik, A I HigA 7] i 2 5 8¢ 01 M 48 W48 77, LS,
HigA A H3%5 amrZ T exs4 )3 s 456, M il
I YT VAL 430 R G0 3R 3K, 3 38 % 4 2R A1 5
L AT ) 5 ) AR Ei U,
43 TARGXIMEMMIER TA REERER A H
A AE B A A, R ) O — S B0 TR () 4N B Ak i
WL SR BAF W AERLINE) haAEE B e, (HEL
P 2 AR A A (A1) b AR A AR S [ 57 s kA4 ) R
AR, X — KIS FF TA B GE X A HAETS
() A% A W) A 2 T IO IS B e . S, VR 2 TA B
M3 ik 4 FIL I 2 5 Bk RN R N

YRR TR R 20 R . BE B A% R 41
) 200 L 475 T v 1) A A A R R O AR TRDE R
WYy R LA HSHL A5 T, ) g S G 2E B AR R B A K
VP22 TA BEHAEAE YO b AR VE . 700 R A
Mo T, MgsR/MgsA TA B8 5 A= W B TE 1%, mgsR.
maqsA Wi 23 3 /0 A W B TE % 1Y) RelB/RelE iX 2
TA B B T2 SLIK R A9 A= P % 8 iz 18 e fE ™
yefM/yoeB TA F5 He At i Jili 4% £ K T 1) A= W 4% B 1) B
B, AR E A T 0 2 B4R [CIR ( Edwardsiella piscicida)
B A 0 4 T ) T B L e A, 1 K B 2 BRI mazF
SIYE N AE W RERIE 1, 1R 2 R IR 4 €0 7 2 BR A 1Y)
YR T 3205 I, MazF 7 R 240 i 2 4 5
(AT B 1 5 A6 P RS 1 e A 22 T A2 P, 30 o) 0 J
o

5 B4 40 MRS BT — /NI A3 it A% A W) L AR 2L Ak
TR HIR R %) 4t A IV A, 3 26 448 i 0T e A= 2 A 3R
b e 7 B FE T 32 vk, IR OR B T R 0 I R S ER T
AR A RE 1M, 5 B 4 B ORI hT A =
HoAth 7 0 53 —Fh g, 15 B8 40 A i A TA &
Gii 2 59, R Z AL K yefM/yoeB TA 5 HL 1 il
AR IR 1, R AR +F B8 240 P i rh 4% T AR
H, M ERFE R FLH yoeB B35 A~ TA #EdR, 25 i 25 AR
i SR AE T BORE R B 1 U85 31 A B S TP 1 B 4 i
() g 7, 78 ] Al B M TR TP, BE R ResA 1Y 3 R Gk
30 2 63 A 24 PR AR g O M — A TR A KT,

Fr B8 20 M i 8 B L B 5T RS T K A AT 1 HokB
BRI 2R A 408 2 IR LT . HokB & —
Tl /I B4 JES A S B, 47 A 400 B 5 B TR R LB, 5 B
It BB S % Ak R0 40 L 9 ATP it I, DA T 376 S 457 B8 1 &
AL AL JFE DsbA i Cys46 4% FE 4 fb HokB —
AL, X6 T AL R RS Pk B OCE B SR,
A AL L DsbC /5 HokB HiiA&{k, #iik HokB # &
FI i DegQ P . LIRSS, B P15 M E AW
T T 5 52 1 £k i 2 b 78, fif HokB 175 5 1 35 B4 41
W14 95, BR T HokB, i A — 48 TA B a2 1, 4%
TA B MgsR/MqsA. # % HipA. MazF fl TisB, & 5
K FF T 5 B8 20 B T K.

B T A ) IR BR A MY 2 A, TA R Gl

ik HC Al 4 WL AR S s L 8 n, 25 A% S BT B AY
VapC4 B 2 U) B I — 19 t(RNAS* 263, A 40020 bk
SRR YL, 1T B 25 A% A3 BSORT T A % 5 g e R
— 2 BRI P 4 A ) DR 3K 3R AR IR T D A X T
A AL R Y .
44 TA ZERTLUDHIEE RS s b R gL
4 TR T B8 £ 78 W TR A A2 R ) o8 B w1 FRA R, A
7 75 L W38 AT A 0 81 A 200 B R, X A 3 R A
PRI 20 B AL R BT R AR G i AL 2
— B TA R G0 o 7 G S 5 T AR L )
n, % 8 R1JGER A T B TA B hok/sok 1F T4 5 #
PR A AR R T KB AT B ) MazE/MazF #5553 i
o1 A0 M A TR IR P1OME AR B AE 35 . HoAh TA
Y5, 4445 rnld/rniB. ABIEV/ABETL | toxI/ToxN, PemK/
Peml #il antiToxSAS -ToxSAS , th 2 5 BB (A ], xF
TR R B N toxI/ToxN Fl antiToxSAS-ToxSAS,
ORGP ST T TA Z G5 0 W T8 4400 i AL 11
16 T4 Wi B R 5, 15 32 5% 5 L2 toxl/ToxN) 8
BELIBT, S 3T E BT R rox] LR A E R
ToxN B % . £ 2 ToxN & — Fft JF 51 4 S5 1k o 10 4%
WEAZ R B, 1T LAY E0 05 B 7K mRNA 400 il FLEI 2%, A
77 BEL L I T A 2 5

FER T, 40 R RelA-SpoT [R] W5 A5 1
554> F (p) ppGpp, K T 4 41 0 (1 A= BEALAE . X K%
iz BBl ¥ & UM Y 5 K %, 42 45 PhRel2. FaRel2,
PhRel (gp29) . FaRel Fl CapRel, & ¥ 461E N TA R4
M 2 (ToxSAS), Hirf 6 A~ HH 48 3 K 4 i bt 2 F 0L
R FaRel i i #1 2 ppGpp 1 ppApp(ppGpp A -
WMWY M FEAN M GTP F1 ATP & HE/ER, 13 1
il 4 P25 2 2 FEBE IR 1L (RNA CCA A St L) 4 1 2K 11
JF A e L X 26 7 P, PhRel (gp29) 2 5 B il
W TR 1A Tweety Fl Gaia ()12 4, 1fi CapRel £ K #
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JE i SCAE: 3 3R -DURE 3 AR G0 VR AL B A 2 Dl e A i 5 ok e 521

W B 52 22 B IR Y 4R . (B 1R TE W 2, PhRel
(gp29) - F BB 5 i 7= L oo, A AN, WA
BG5S — AR RIS, FEX RS N 4 AE K
23 A (p)ppGpp B T 45% 1k, AT BEL 1 Wt 7 44 52 ol i
FE. CapRel 19 C &5 A3k 58 P8 ZHETTE, WL A
M N R L5 I, WA S, A R
KEEHEEYS C R E 4, L#FR CapRel
Y B AR, R 3R A5 A AR 98 fE R TR b tRNA, AT
S0t 30 2 LA O ) e R AR J e . R LAY J2&, CapRel ] LA
05t DA R A 7 2 1) L T, T G 0% LA B e B
R AT H K.

HR AN TR T TA F G0 Ak hy Wt 787 1A B AR AL T
(ENERESURL R A E 2L I S SO R N IV 5
i, T4 Wi & & 2% 35 Dmd 1E W8 R K EAEH, b
Sk H K FF B 9 LsoA Fl RnlA % & . fifd J& dmd-
tif A BT P i — A FE A G s — Al LU ) K AT
ToxN B 2 (19 25 1 . - 20105 B f mT L3 2o 78
9 B PR T R 3K roxd HUEE R AL AL B8 78 O ik sk
toxI/ToxN TA #& B, DL 3L 7= B g . W i 1K Tweety
i i — Fh DU BK BE &2 A5 A gp54, B gp29-gp30 TA &
GGGk R R BRI WX PLiZ R 4. 1
A, hokW/sokW 42 Sakai Wi A& 5 T g i i) — 4~ 1 Y
TA 8, & Al LU B w3 o A A 52 K0 1 11 1 24 fig Fn
R S TR AR ) R T

5 TA RGHIN B

Bl 5 X TA ZR G AE DL RV Y 2 R e R AT
fift, TA RGN W H 252 8 Z &M, BHAr, TA
R G0 A WA R RN A gy B 2 A s A B T & R
JEWAR T — R I M E ik .

50 TARGEEDRARFHNEA # M DNA 5wk
R AR B — A F2 B A R PE P B A AR 1 7 e RIOR A
Hl, 4 TA REME T v LLIEAT FHAE R
B T R AR AR, DA T BE RO e B 2R AR pKIL18/19
TS HAE lacP Ji 8 FHE 0 T8 E LM ccdB. 1R
W 28 BRI AL BT R AT I grd” 2, 5% cedB
FEIR I A0 B A WK SR DNA R Bl AT
B, BREEE SR, N ERS AT HFEL
JORL Y 40 1 B] AR B 7% . StabyCloning 5 45 &2 {#
TA B Ee AT BHPE R B 19 75 — A0 7. FEZ RS,
ccdB W51 N A G ok, S I PLEE R E R cedd
FETE T ROk vh . 243870 14 bp I 5 14 H 19 DNA F Bt
Bl B B Bk R, HURE R R RS 2K, H AT
i 5 R VE R cedB WAE S — A Fr N Gateway ()
filk RGeS 2R AL, Ho ccdB 85 H AR DNA R BEEL

ARLAAE 1T 75 1) i LA

535 B Rk o B oy, A0 ) 85 R B rh A S b AR
2R LA R R R OB, 2007 SR &, OF BARTE DT AE
RGBS AR, 8 R] TA REA T
Bk s, &4 T — Ml ] TA BEHORERE Rk
J5OREL ) B AR Mg . Szpirer 555 IR & T — M T HE
J5T Fl DNA A= 7 1Y 7 20 53 A2 € R 4, il il % R gk
ccdB 51 AN A Y AR, [ B cedd 51 A TR, % &
e SUVFAE A PUAE R A1 0L T Boe Bk, I 28 1
FeAR B R 3~5 A8 A i ] I B TA BEHR ydeD/
ydcE F yefMsl/yoeBsl, 2Ll 1) 5 Wt 9% FH T 76 4l 2 2
AP B R R TP E A R RBF A AN AT
TEAE W5 JEAR T 35 A M B (Xylella fastidiosa) Hh HEFT
X B %&b, Burbank 55 ™1 T 24> Bk, B AT
Peml/PemK TA 4t AN J& s NP AR Rk 4E .

B 2 1] LUK 0 B A H5 A TR B TR TG P SRS R
BN C WO Kk R s AL 1R 0y R B AR IC . i, ok
H KW E ) mazF E AR, 528 AT 00 BR o
T RO 228 DU I BE 2 T bR G (AR R AR 1 S 3k
Febric. USRI SRS, o A BER S 1 —
ADTCARIC IR M BR R 58, 7EIZ R Ge, BV P n
B 1 yoeB F& 4 FGEFEARIC Y Y. TA 2 F 078 HAh )
PSR B #EAR LY, A dE ok A ST 5 R
L vmid80°Y, Sk A KT I ¥ relB/relE TA HEHFI
>k H Pyrococcus furiosus W vapB/vapC TA Bide.

B 7 DNA 5o Bk 4E 47 F Sk #6410, b A W
Lo TA 58 e HC20 A4 00 Al A W B AR i 4, )
JH MazF KR 9 RNA B B3 P BT 178 15 B K AT
PR A P B — 2 P U R RS TEIZ ARG H R
HABE M [ HFZE . FKP R IR, JF G TRk
KIGFFEE . RIS . A, Beyer 451
ST P EET KRG T B CedA/CedB TA F 48 8 1 T
BY RO R O . BRI, XL RG] TA RGETE
A HR SR T R T i
52 TARGHEFMRNEM TA RGEWHPNHT
B A W5 U, AR D TR 25 0 OB S, T O A
IR R Z NIB

HT T o0 2 3 BE A, B AR T 250 2 i 5
A A BRG] A, TA RG0S 40 B ALl AR
(4, B 2% 3ok 28 38 T LA ) 4 P AR R B R SE A T
I TA ZRGER0N Sy J2 BT BT B0 1 25 0 9 A7 51
R EARM, B, O 25 T ILR B X TA B 3R
W Sk T AT T 2450

1) B R WV BT 259 . Ok B 4 0% 6 8 4 Bk
B 1 AVEE R PepAl HA AR EAEM, (H ] LI #
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NZEL Y, Kb PepAl #5574k A Ak ¥ il v fis £ 4,
R B A T A Y — i B A AR NI TR AR PR R
= PR E M. 5 — A F 2 ParELC3, — P H #
% ParE 194 K. ParELC3 J& — Fh AR 4 1) 20 B ¥ £
S ) T A R R, (EE AN B A O A TR R SR, 0K
ParELC3 35§ 56 76 3 T B2 WA 1) I 2 44 i, ParELC3
00 K i T TRRN 4 € A BR TR AR K D BB ) B
Hi i,

DNTIHMIERER. XFPRRE ST T8 TA
o, HERMPUERABLEE AR, 25 AT L
Z RS, AR TA B AW . Bk TA B &
YIIE W R B B 2R k. BN, V30-SP-8 J& —FlEr
AY [ 2 B, AT 48 45 8 0 BOFF B VapB30/VapC30 TA
AW A BRI OE R S PUTE TE PE. V26-SP-8 &
Iy — R [E s Bk, AT 5 403 R VapB26 45 & I B 1k
VapB26/VapC26 J& Jil,, M55 51 XF 45 4% 3 B AT 7 1Y)
U I PE. BEAk, 24 MazE 1 HipB 19 #3 8  SCIK
PR 410 6 B5F, MazF F1 HipA #3005, DT 5 | & % K 1
PRI 840 P

3) TRk I TR AR 5 T B R SR DR A A X
S 5 R T DA RE T O 3 o I R A B e i A L R E
BT L 2H I 7 AR R ORI R EOR SR 4 R .

SEEE R MR N UM O T R
R EEITIE . KIGAT I 1) MazF & —FivRe 5 VAT 7] ACA
FF 5 4 A2 W A2 T PN DD ), AT R 5T B B T — Rh i i
SN B AR, HerP B Y mazF 32K (G ACA) BT A
I A R B B G T 1 A (HIV-1) 1Y KoK S5 & & 41
(LTR)H sh FRyIEH 2 . K5, Bk 53] cD4
T #KEL CEM-SS 4l ffd b, 78 HIV-1 &Y )5, %5 5 Tat &
FI# R, 15T mazF A& HIV-1 §iH 8 56 K 4119
B 5. 7= A 1) MazF & 1T LT #1688 mRNA , M
M HIV-1 &6 de Ak, 258 25U MazF 335 2K
3 B HIV-1 3R EGY 20 g &2 OM-10.1 i, MazF
PSRN E] HIV-1 0724, 8 R8s =, o —
Fh 7 i 2% MazF Fl MazE F Bt (MazEc) 5 n] #% 9% &
Bl R S U0 B 2 3k (linker) @il 6, B % TC 1 14
MazF-linker-MazEc & E H. JWEE YL S, W& H
fitg, 4 HIV RR(HIV-1 & [/ ) F1 NS3 (P4 BT & 9 55
M), W LUR RS 2 B UDE), AR U B B MazF, 5
TR AL TR N ) 05 1 I 6 B RNA DL ek,
Park 551 iz 45 15, MazF 1) B OS2 100 61 95 2 22 il
23 F BB 25 5 B3 19 HeLa ZHIFET .

KIGAT T relE 7 2 H K 22 15 0T DLl 12+ 40
LR AR, B TA B T 58 L AT 965 i B A% 400 Jfa 344
T J7. R, AR R A TA BRI PUE T

. AE N AR AN A P RelE B35 S k0] LS 3L
20 L T 5 7 AR SRR S v 7 R A0 A R R
J FF T % R MazF 2% 35 AT LA 35 0/ o7 98 /0N B s 1A
T (R R/, 2% B X b 3 2R AT RE 2 — R AR A A& 10 P
167 T.H.. Shapira 5" M8 T & A KA mazE/
mazF TA & T 41 75 280K, 2o mazF B SV40 )53
4, M mazE B CMV 5 3 T8 58. 1645 B
M, RAS 38 % 13 B 15 BK. Py4 358 F (—Fh RAS
Wi 7 614 ) W 3G 0 MazF 63k 5 0 [R) i, Tet BHi8
Vi Rkt Tet B2\ T 454, Ml MazE ik, M
T3 MazF & 45 3015 M I 0 bR 9 40 M. 7E I F 4i il
H, Pyd S I A 1 M, T CMV S 27 1 15 2
5T SV40 R 3, MM AN R 2 TRR.
U, HUEE R AT LAPOREE 2, TR E F 4. B Ak,
MR HE S T — B AR G, 38 ok 5 41 s 2 28 1A
K BRI AN, AE % RGP mazF . mazE 57 9 %
RAS il p53(—Fiisgg #0 I N1 ) J845. B T MazE/MazF
Z Ak, Kis/Kid F1 YefM/YoeB TA B3 B 5 T % it
ST 1. Preston 25 i ] Kis/Kid TA ZSEE T —
ARG, fE R B E A E6 A4, Kis i
B R AP AR, TR L Kid 5 R, 5 S8 ik
UBET . 767 — R, kis A kid 3£ mRNA 43
DA TR) 1A Hp 1) 2 Sk BT B SRR 5 Kis B TR S
i i 988 miRNA S [7] 57 1) 1 JC /4 (onco-miRT) il A 3%
ik, ZFE A5 BUE 9 28 microRNA (onco-miRNA)
54 B Ab. FE 23K RE A8 R miRNA (14 9 40 i, %
miRNA 5 I8 miRT #4565 215 S kis mRNA [
fiff, Kid BT LA BERR AN . A 2 AR 3 i, Houri
09 ) FH it 6 BE BR B YefM/YoeB TA H B 16 5 4 b
AACEFRIE miR-21 A9 NS FL 8 4 .
6 RE

JUEXT TA RE AT T 40 4RI 5T, (BF £ 0] 8
ARG BUARE . A N R (0 T BB S A 78 40 P 3k
P2 g B R X 8 TA B CRRGIE 1T AL 4R
Fm, BV A 5 YIAE OG  J R 4 bt ol R AR SE. F)
BRIk, WGBSR e SR HEA S
AR, 140 A AR F L Il R T BRI I R AR kB A
5, BLEE AR B AR A /0N 1 35 R 4 0 10O S B0 i 1
CreTA & % % 5 45 CRISPR-Cas R 4t i k4 & 1, 1E
20 B SR B R e AR B T A AR A O,

AN R BT TA REW &M, T
TR MPLTE R RS0 EWIRR, 28005008, AT
o 454 5 BL 5 2 B 0 1 00 ) - 8 s R 0 B R 0 i
GRS R SN R R RN | UL 1= Sl
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JEH S R PR R RGE AR RV A A 2= T RE i iF 5% 0 523

RS R WIS LT AR AL, O SR A SR
LT~ A B e e, RV £ U7 3R AR 32 B 09 451 T
MR . AR, 7R M RLRE R RGP, i T4 R A
I I SR ST, T BOPRE 2 A M ToxN 25 3 193
. PRS0 K FF 1A 1178 3R 40 2 45 AR e 16 Il 2%
TR RA NG R-DIHRE W PR A4S
RGO, A RR TS . AR AL B BE 5 R B, TR0 B
FF B AP i — 25 R st K H T DUk A Pup BB
Wi, 2 W] Pup-25 11 BB K R 58 AT RE 2 5 70 B AT T8
TA ZRGERIE PP T TA RGEAETE R
PURE PR I BILRI 25 5 1m0 A 22 BE A, TR AE AS [
F14 20 B P L AR B ELAR S BLE AT W

TA R GAEEDE AR RN BAG T — R Y
PERE. AT, BT TA Ry TR e TR LK
PG B FNBUIREBIT 1. TE S5 4% 53 BORT T 45 B0 1/
A KRR TA RS, %5 T HUE R 25 P 8 H 45 ™
L, WS T TA R GERIHT BT R T 5K e Ak i
FI5 . MO, ff TA RS HAL Y RS &, T
S B PR P o, R A AR W S U R AT
A R

7 SE Xk
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Biological functions of toxin-antitoxin systems

ZHOU Shiwen ZHANG Junjie

( School of Life Sciences, Key Laboratory of Cell Proliferation and Regulatory Biology, Ministry of Education, Beijing Normal University, 100875,
Beijing, China)

Abstract Toxin-antitoxin (TA) systems widely exist in the genomes and plasmids of prokaryotes. They are
composed of two basic elements: stable toxins, whose role is to inhibit key progresses related to bacterial growth such
as DNA replication, mRNA stability, protein translation and metabolic regulation, and unstable antitoxin
antagonizing toxins. Under certain conditions, antitoxin is degraded or loses antagonistic function against cognate
toxin, so that the toxin could inhibit cell growth. Eight types of TA systems have been discovered thus far, each with
different mechanisms of action, and participating in the regulation of various biological activities. TA systems play
important roles in bacterial stress response, resistance to bacteriophages, bacterial persistence, formation of drug
resistance in pathogenic bacteria. TA systems have been used as tools to develop novel biotechniques both in scientific
research and disease prevention and treatment.
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