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> o E R B A REIR S R AT E AR SRR, H 5 266101
) o E R E B AR i BT ST & A i g LRR SRR, B 266101
o e [E R B AR ST R AT LR AR E AR, F I 266101)

WE TR -IERAGRE) A TWE MR A 18— xS H o F, SRERRGRENEARD T, 5%
B K] 2 D D S S RO O B B B R R A S T RE R RNA. AR T8 R TR A LIRS . 2> T4 5
Tt RAIRATHLR ST TREIIEI, AR TR - PIERNEBIIEE, WM AR RN SR T
=M. HAECRBUEA 5 KRN ER - IHRAS, 2 [ MEX - RERALNIERD TR RNA, T UEE 2R
AFEAE 5 2R B E BT mRNAs 456 AR ARG dEdE. T B - PUs 3 AR G DAL (19 95 7 RNA 1145 5
Ao MOVHETRER - PIRE RGP M EE A, ARSCR H AT T MR - LR R RGN U AT ZRIR, It HmT e i b

FHHT AT .

XA [HIFR-ERRA, WIS RNA
ZFRSES Q71

ML FET RN T YA R R E S, B AE
IR AR TR IR B K E . REF
IR A AR P47, T R A A E T R G S Ak
RS B AR, 20 B 55 A% 2R ) 7 S MY
SRR NG 2 248, I At T Xt T3
KA PR I AERF BE B L. 7R A B AN o B A
JTZATAEAR — X B K - PUEE & 2L K (toxin-antitoxin,
TA), BHREFREREVEARS T, PlEERkE
DAl 20 i 4] D1 e At R 3 22 ) il 1 Bl A A T )
AEM) RNA. REHRE A ERER 25
A KL RINT:, Prigs s 0] Do FlE
AT ERERY. SIS RIS G
I, X0 B FR o M 22 e B/ B AR 2 1 o R
A, AR AE A Ak AT B R A AN T DI
SEINE A AE S

H 1983 £ ATHE R A F Bk BRI T
F—NTA R4 Al DL R BEA S A SR S
A28 H fR IE BT R AR 8 a8 A% 1Y) ced & 4t (CedA A

DOI: 10.16476/j.pibb.2016.0217

CcdB) PASKE4, KB TA £ Gl £ A Wy s A [
HDETE IR N P S RN IR vl o 378 S o
K, NATIEAE EAZ A W) 540 i T 1) Ze v G o fA
RO T A BT ORI AR S B AL 2R T TA REGEHIA
M. 2SRk, AMICERIT 5 KFETA
ARG, EMWNEBRRS THONEAR, MHERNH
FRANTRE S 7, R 1 prosio.

BAIRILP T B TA RS2 Escherichia coli R1
Ji KL ] hok/Sok F Enterococcus faecalis pAD1 J5i i
R fst/RNA T2, SR ECAEAE T BURE B () TA R4
(1) 3 E Ty g a2 4 2R 5 BUAE RN (post-segregational

* [ 5% H SRR I 4 (31270784,  31300635), KA e
(201506465020)% Bh 5 H .

= ETHEER AL

EENFA. Tel: 010-62334497, E-mail: jsxuan@sas.ustb.edu.cn

YRR, Tel: 0532-80662706, E-mail: fengyg@qibebt.ac.cn

ki H9: 2016-07-05, #3%Z H M 2016-09-27


http://www.pibb.ac.cn
mailto:.Tel:010-62334497,E-mail:jsxuan@sas.ustb.edu.cn
mailto:.Tel:0532-80662706,E-mail:fengyg@qibebt.ac.cn

2016; 43 (10)

IE, % fEd | EER-NERRARHARHAR *953.

Table 1 Five types of TA systems
F1 TA RGH) 5 FER

et R R MR TR R L
I sRNA HEER I mRNA MG, i8R & R AE i
1 E{=0y HIRSHREASGEREAREEY
il sRNA HEMZREAS GHRELT -RNA 5
I\ EHEH W R RER AL T T IR R #
\ EHEH BIY)REEAN mRNA, FEIEFREGM

killing systems, PSK), BH 1E )i Hi 75 J5 A 40 B o &
AR, JE AT 25 P M B R o 22 Y
Wik EREE ORI T KE T NHR - PN R
A, Hh 25 hok/Sok BX fst/RNA T [FIJES. 1t
S AR AE S B3 JVELE 774 AN 20 B L R 20
AR T KRN 18 TA R4, Hdk
o FIRAEE T etk b, (B IX etttk [ gmh5
(1 TA RGN FDIRE 24 WA BT ),

KIALLK, A — B = R R i &
JI%, T RNA Rt Ae (5 B s i diik . (H2iE
20 R, EAATEIER T RNA SR, TFih
ISR — B RNA JEFERAR. R FERA TR X P e
NP RNA 70 1 BB % - iR R AW
Wt I LA 41,

1 1ESENEEZEZEPMEZLF
sRNA HI1EFB#L &I

B TA RGEH R 70T K Dh REAN A= YR b 5o
THBIATEME TA RGN KA B A H
LR, EEEAKKAMY, 1K TA RgH
MR E AP RE OSSOV BR , AW-
A IFET R sSRNA(small RNA)E S 2 R A AL
AW A3 215 R mRNA KA AT i {41 B
Shdr, AT R R 2 B A e B

BRI T Y TA RGerh g 2 82 A 1L R
W5 gm0 P EE R sRNA HIEFE A7 EAHAR . J7 Al
Ko SR EBIR, B0 hok/Sok, XAHIEE
2 T8 T cis-encoded sRNA; {HZ474 [ Y TA
R G0 R 3R R N TR R 2 R e A LM ST A
76, U0 wusB/IstR1 % i (1isB, toxicity induced by
SOS; IstR1, Inhibitor of SOS-induced toxicity by
RNA), J&T trans-encoded SRNAI', KL H 75 %
mRNA 8 3 WG 75 2 AN A 45 5 o 047 B AR
LR R AR AR T SR pE RS &, Rl E /5 2

fi i B T ECE R S S, HikhisEzR T hE
% Mg A5 B 12 B TR 42 HU B 1 5 3K mRNA 1) 81 1%,
R E R SR ATARSE T3 TA R4+ sRNA
EH T8 % mRNA A7 B ERE T 2 TA 2G4
I3 6 (K 2)M.

a. PLEHR sSRNA HiIE5# KT mRNA 1%
BEARZE A 7 5 (ribosome binding site, RBS)Z5 41,
symE/SymR RGN T E. coli $ ok 1 TA &
4, BRI REN SymE WK, H 113 HNM&E&E
M2, BARBKMEER, FIIFARMIE T8
TA R4, PLEE R symR sRNA @i 5 8 R FE K
symk HIERIR B YT SR T ) RBS T AMSS & B4 FH
IETRREAMRIL. HEEH symR B3I TR
A2, symE mRNA K-V 22K, A SymE &
HRIEEG 2R R 7 6%, #—FuEH T SymR #]
PASENE symE HIBIPE, AEHANGZMA FLAS E 1

b. HiEEER sRNA #llH 7 2 & A 85I & 1O A
FEZRIFHE . FE E. coli hok/Sok &G,
REE hok N H S RAMEEEFATIIE, H[ELE
BT 3 22 JIk MokPY. T #1823 Sok i id 5 Mok ]
Shine Dalgarno (SD)/F #3t 1745 &, MM 18] B2 4 i)
T hok mRNA fI#IRE. 5IHLEMIAIILA 1dr2/Rdl 5
g,

c. PUHF sRNA il 5% % /) T mRNA [
ribosome standby site(RSS) 4% A #1 il 5 2 55 1 I #l
PRI B, coli Feti AR BT usB/AstR1 R G725 —
BRI L SOS ) A 3/ T B TA R 4.
tisB+ IstR1 #ZE—2 5 SOS KM [ LexA 454 1L
s M RT3 e gm iy B R A usB A
3 M3 E A 1isB ORF A A JE X ) mRNA: +1
mRNA. +42 mRNA. +106 mRNA, 3 45 442
mRNA HAEYNEMER. +42 mRNA [ 5'5%G 85 1isB
ORF E#%1 100 nt &b, A — B mRNA fER: 71
¥ %1] RSS(ribosome standby site) 7] DA 2 4f 75 25 &5 H
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Table 2 Six different mechanisms of type I sRNA antitoxin action

I B E 3R sRNA 5 F 87 6 FERHLE

I B s o T1E B

TA Z 405U A 5E fr AER IR

1. 58 &5 T mRNA KIRZRE A&
G AL R(RBS)A &

2. JMil Al 2 Bk R

3. 5EFEEM mRNA HRHA
SEARAT S (RSS) S &

4. [EMFEZRE T mRNA

5. 4MHIEEE mRNA $19%, 12t
#H%E mRNA [4fiE

6. W INFERE N mRNA 1)

symE/SymR
E. coli Y-tk

hok/Sok
E. coli R1 ki

tisB/IstR1
E. coli Jtafk

tapA/RatA
B. subtilis Yotk

bsrG/SR4
B. subtilis Jtofh

RNA [/RNA I

R VA i 35 2 2 A AR

E. faecalis pAD1 JJifiL

* W OKFNER mRNA 47, A OLFATIER sRNA 737, SOFOVREEIIAL A, 28O EE N RNase II.

TisB fIHIE, TiPiaE & IstR1 sRNA tHIEZ#IT 5
X B RSS JF NG 7 8 % 2 1isB mRNA
FELe s R A IX — ML G R R 0 A U TA
RARILA shoB/OhsC. zor0/OrzO+ din(Q/AgrAB Fil
bsrE/SR5+%,

d. Rt E R mRNA WM. B NE Bacillus
subtilis FRILE) T 8 TA R ipxA/RatA FIPLEE =
RatA(RNA antitoxin A)sRNA 5% 2 5 A 1pad (toxic
peptide A)YmRNA [H]Z)45 75 nt [ H & X, {HZX
B & X OFRAL T 58 2 mRNA {2 65 [X 553§
PR X, FrUAPIEE 2 sRNA A 2@ i 6] apA

(I R BH I TxpA B A . i — 2B Ak s
K% M tpA mRNA 55 RatA fE %3833 & 4 B4
FA e RNase TN A VD EILL A, 10 racd 38 R 0 R
2P ixpA mRNA KRN, X st B R
PLEE 2 sRNA 211t 55 % 5 1 mRNA 45 & (2 1#
FURE AR, AT U0 ) 25 22 B 1 10 A e 2.

e. PULEEER sRNA BEfAe ] 7 2% mRNA (1%l
¥, NAEE{EHEEFRME. 2013 4F, Jahn A1 Brantl®7E
B.subuilis B ORI T XU S N R0 N RS
HHIPTEE R > T SR4, B REAI AR IR #F 2 & A %
bsrG mRNA FIEI R, [RINHE 2 hnd AR . shab,
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bsrG/SR4 RG22 5 — M R LI AU T 2 TA
RHE®. 5 pyA/RatA F G KL, PiF K SR4
sRNA J#id 5 # 2 & 4 mRNA 3’3 B 4N ~120 bp
A RA4E4A, TE bsrG mRNA 28 185 {7 % 1
RNase MNEGVINAL AL, (RHEEEE bsrG mRNA FIFEARR
AL, EAPII & AR S 1 7R SR4 sSRNA 5 bsrG
mRNA H) 45518 215 %R 455 47 R (RBS)TS LA
Fagel, BH AL G, M — 2 B IR ZK SR
159 85 2 B B e,

PL_E X e hi# K sRNA 53 % mRNA (145 &
P2 W — BUE AN X S S

f. PLEF K sRNA @I N 2= mRNA ifa e
PEHIH|FE 2 mRNA #IE. En. faecalis FURL pDA1
| fst/RNATT R G0 2 1E 55 2% [ PH PR B R LI 28 — A
AR E BRI TA &4, JFHHPIEH R RNATL
5# 2 fsr mRNA RNA | 7 2 A AR X 3847
FEMEAEFES, RNA T RNA ) 3735 4 4 7]
XA 2 b P51 (~35 nt), [FIRAE 5" u #RAE7E A 2 4
1E [ # & 7 %1 direct repeats(DRa 1 DRb), iX 3 4
[X 45k #0285 7E RNA XM AMU, TR T ek 1) 40
#1777 X—RNAT A 58 2% 5 mRNARNA T
S Al 3 R ARG . b I R AR 5T R
RNA [ /RNAT M EAEH B FEHADE: Hk
RNA I /RNA T /) 3" 3 ¥ 0 AH HAER, 43 RNA
I . RNAT ) 5/ BLEEVT: 2805 RNAT 535 )
2N IEMEE TS 5555 RNA T 15 i AH B RS
TE A E ) RNA T/RNATT EE6Y. Rl RNA
[ /955, RNAT/RNAIT B EEILIEEK, KA
B 2 R DR O R B R R BT A Y e 19 300 %,
HE—2D U RNA #5566 2 751 5 RNA T 41
HAEM#® T Fst EAMRIL. REZRNAT S
RNA [ B E &G, &G4 prd/RatA,
bsrG/SR4 HRGIFEAL 1 5 35 mRNA W FEAE, S
W T RNA T CEEE R 9 min 3950 2]
40 min). PLEFZ RNA I (2 A B K 4 min 3
o E 16 min) A P, X ATREZ KN RNA T/
RNA T & Ak 55 I BC X 5 80 T RNaseV1 7E
36~39 nt BEYIAL £LHITE R BB 5 AL K
RIEA E. coliF I ibs/Sib FKjik, PLEFZ Sib Al LAIH
AANLEA ibs mRNA H 1 2 /N X 38 TRD1 1 TRD2
(target recognition domains)> KA1l B 25 F: (K ibs FIHY
i%[n—ss]_

BEE ORI Z 1 [ 38 TA KGRI, A8
RT3 HiER sSRNA MR FREA RS

R R B E. coli rac W B 44 o ralR/RalA
ARG, YL R RalA AEM LI EA o FEE
Hfq F4 BB, 31X W] B8 & A ralR mRNA. RalA
Z AV H AN B A R IR (16 nt), HZ AT ANE
Ry FAEAE BARBIVE VL2 A2 3 ralR/RalA &
YR IE . 38 R B2 RNA 2> 1 1 F8 8 1k B e
fi. ralR/RalA R G2 2 H iy kMl — & I 7
Hfq 5B T 24 TA 248, H2A AN ReHERR Ak T
RAEEA A2 5 RNA BEANF AR S R - It
HBRAZATM RNA S5E5EA.

2 1 BESENBRAZTHSEEENIER
AL R B E Mg B

£ 18 TA 1, B& T SymE # RalR & HEH,
P ) T R E = A AR G L R R AR AT
N 20~65 DRI NEEUK Z IR, 7T PR
N, K TREER TS A o MRS IS I 4
Ky dsl, AT REE 5 T 2 P 057, 3 e SR ABAIR 1 A4
holins F 15 FHHLA BSR40 B RS T2 B ALAR G5 44, 3 R
JEL R, BRI ATP & B, fH2 A
AT TR L3 2 A R R LR 240 B A (0 2R 48
PRI Feb, PRUONTER 2 4tk R b i R
FEWRFR AL B SBAMRERI AL, E
SEAR A A K1 E B R SR E AR . H
1T 2 B S IR BE ok B T3 3R 2k R R Rk S2 56,
HHARERRKZHHH RS FEABAIIET.
21 1ETA REHFSREBMERIE

hok~ relF~ srnB~ pndA-~ fsi~ 1bsC~ shoB-~
tisB F din(Q 5575 3 DA 1) R0k 23 3 SO B AL B
L T B R 243830400 2 iR B TX B 5 3R R T B
KRR B H 5 BETE R holins™ T ER 22 Bk 92 (1 #H AL
P, AT A A RN A N AT
E. coli pR1 L HJBE R I hok 1T B RILN & T 2
CHAR” MR, X LA R e . RS
W, RAFET, NTHENEX &2 H T Hok HH 51K
T AR AN T A BT . i T pADT LY
R EH Fst MREIEARAE ERRE, AT H
516 F En. faecalis HEENE, 0 HX T HoAR ) B PR 0
B. subtilis~ S. aureus M E. coli 1 E7G 75 FEA/FFHusw
B AN PR 20 O 8 2 5 SO T AU X IR 4 5
£, 5l R A0 NS> R BB a1 AR b B R 2 DNA
HIGRIS; BLAh Fst it 2 S BN b/ Re it is )
R AN e R PRGN . 5 Fst [RIVER A 9w AY T
Jettfh ER)RE R E 1 LdrD RERE 5] & 4H B e A P
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WOELSE, MHIFTE LN EIE, G RITEEE
B LdrD A fEIREE ATP (&R AT REt 53 E fir
T 41 g fi5s A o,

BREOWNRS SRS E K, risB.
dinQ~ symE R R BN AE SOS il v B K % i
SRAEFN . TisB & A KIVEH R Z E.coli
AP, &Rt RIA 2 S EUBR MR, A
ATP /K°F F %, DNA HE$I155 K41 & Wk,
RABUEMMIET . B, coli Yoo R 4w td i 5
ZE A DinQ IRt TisB M, HFHEKXES 5
e 35k ] 5 2] S5 24 oSS ot it 224

HHA T BB REAANFE, E.colih SOS 5%
FILPFHREEN SymE & —NEH 113 MEEEIR T
KRS, BRAZRIEEE, TR SHEpE
TR RNA 96 36 78 F A S0, SymE 7244
FURE FRL AbB T2 EAXEF R E TA &
G PLEE R MazE, HARZAYEM, A
JPRED %54 ¥l &5 7 SymE & H ¥ 3R% 5 AbrB
—8, RIEHSKMFE N BRAPIER AbB 45t
& RN 5H— 4, SymE B HAM I AHR
MazF AH L[ D) g . BY 1) RNA % 84k . {2 i
mRNA F1F: H 55175 & SymR LM IESR Y sSRNA
9] %5

2014 4E, 1E E.coli rac R A R IR T Bl
FHE M RalR & 5 MEA IR 7 1% DNA A 1) 1)
REMIEE R, TIREEN TANMm . BERT CABY U] H
{1 DNA 7] PLBT Y HE H B4k DNABY.

BT HAMBAENE, A HEREATCH
HRUT PRI . S, aureus YT
BREA SprAl BT fu FREH, EAMNTH
G rE EAM R A BHFEEMY, BT DENERR
HEAL R BE F5 A A 8 S A iR NS am i, X
— X AR A A 2R B R AT e BT B B e 32 4E
L A e

LA WL, BT SymE flRalR FEEHEA
IR EE IS PEAL, LA T 298 R DAAH B iy 2L A
MR RS, (FORAHERRBEE 21 T B d Rk
W, MMIESRIEA HMERAPSIMERES.
22 1B TARZRZPSEEENS TEN

NT R TR LT HhER AR T B R R AR T Re
NATHE TEAE B R I &P R e AT S5 4 53
PRy T4, HERT [ MEREAS) THE
NG BRKME SR TEARTE S, D ILAE SR T R AR AR
BIRZ WA, 1 AR T HAMRRMEER - PriEx

RGP EA R TSI R ERFRZ . i
ENMER - ERAST, MIAMEAKEFH T
KEF R EAMPERE A4S (Cedy Kid.
MazE £5)¥9, 3R1G 7 &% & - 4L F5 2 &% (CedB-
GyrAl4)®, &K - #iL 1 R £ & ¥ (MazE/MazF.
RelB/RelE) {45 #4645, H IR 7T H K - Pi s
% -DNA H 4 ¥)(FitA/FitB-DNA) (I 45 #419. F b2
RS SRS S NIy G Wit g SRy AR E
F: Fst fll PepAl, EAVERIER —H)TH EEA
[FUEE, HAE R BT AL

Fst 52 A7 T3 22 IR FHYE B Enterococcus faecalis
pAD1 i ki B par B 5 - LB R R 1 85
REH, FF 33 ANAER, KRR, AET
K, AH 2 AV T 4l i B 3K LY (membrane
mimetics)DPC-dy. Gebl &5 PR FAZ WG L35 /Y 7 vk
R T Fst EAM T4, HEELE o Bk
(Fstss), C it () 7 A2 HE BRI 4k T 58 4= T 7 (4R
A, W 5t 2 4 5% PRE (paramagnetic relaxation
enhancements) 3256 i 7 Fst 25 A B 346 A g B4
T, o BRI B A5, 1 N I 2 > 5
HC 3y 7 AR EERR A H R By 1 =4, Horh
C i o [ 4B BT N . A4 70 B ) i e B 25 R 7 Fst
AN EA Z AT P B R RE, AN B I
FetE 4R R0, XA REt 5 H C I i RFAE 45 1)
K. Fst BIMEHEERRATRES T4 N, @it C
Uiy 5515 7 ) 4 L B 5 - SR A ELAE FH 2 5 41 4 L
WK THIAEY S R, Fst il &% e /e g0 s -
BT AR TR 1 B AR 31, T C g ) TG 1 A A
&5 3 5 AR 7> T I 5 G R 1R 2 IR,

PepAl 47T S. aureus 4HMOME ) T B &R
EH, OFH 30 MR, HAAAELS SRS
M. HR S HAE AN A N, R B g i
AR N5 A b A FLTE T 1 2 IR AL AR AT S A
M) LB eSS, FRE I AR B R FLIE o 4
MRS R e B, BT KA RIZET . R RE 3L AR AN
ST JIFE AR, PepAl BARYE Fst AHL 12
MR, HRAESS MR D) RE_EARIR A IR K 22
Al Fst NEEIEEER, 1 PepAl &4 1 2
1R, WLAE ORI R, SR AN S i e
SER I I 4y 18] B BE Y BSOS ) Bt 22 K B
FEA I SCEE, 7 (5 R 4 12 1 AT 55 P R e 465 1)
AN (K 1), 5 Fst BA R C AR,
PepAl ) N s kb T J6 7 R4 I B PR B 9E 7 BlUK,
HemHE SRARIFEAARFNEY, TS
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b B 3 B T R P R AR A AR A
WIER T2 257673 PepAl A5 Fst A
R A7 ThRE, PepAl AL, Aefgiind

E 20 1 I 7% i 2 IR O 2 A N R e AE R S
aureus IR, He 2T B4R A SN T/ i

%EEEI [37] .

-,
-

§ .

~

Fig. 1 Molecular dynamics simulation of Fst and PepAl insertion into cell membrane
E1 “HEfEREWESA Fst. PepAl 2 FEMEHL
(a) 4 MR XUZ H 1) Fst 20 1 S50, A ERRF A X, HaRRIERe XN, SERRREXKSEaHETER, BeaRRIEmfikx
B, W5 A IRF RG50S EL (b) AR XUZ 1 PepAl 4r FEERIBN, AR B 9K F, Sty DPPC JlglisE, W6 v4ii
JERE XU 1) PepAl 431 IWEIH, SR N3 NI AT Y PepAl 73 F45H4, WG 01 NI /S 19 PepAl 43 145 #47.

fEH AT EafEr T MERD THh K26
ANEIEG, AT R R R T AR T # A
MR, PR GLRE T RERE —NER
PR .

3 1E8EZ-MEZRFHEIRINEE

FRImILH 1 B TA REHAEW e+ &
Z: BAE PSK R4, TR b ok kA
LRIE, FREMBRNTRR S TR, R
HAMREATZ RS, &5 FBURLG KR T
RAUMIZET, AT ORUE I RLTE - A A (1 e 8t
f&, W E. coli H1 1) hok/Sok R En. faecalis
HH) fst/RNA TT R Gi0 579,

SR, etk BAmisi 1 2 TA R4, A
hok/Sok 1 fst/RNA T W [FYE &R 48, EA1HEY ¥
DR AE . DRI GOk AS ) T8 TAR
SLRE NS B A AR NARIROIRAS B I PR e 39050,
EASTE RIS T 1 B TA RGH HRILE. coli
H s B/IstR 1T AT ALK AL 2 D eI, 7R 30 555
H1, TisB B % & 1 SOS 75 T3 1A 1] DL 2% Hhg

e PR R 20 5 T R N VD B 32 66 77, a0 R rs bR
tisB/IstR1 & [K0} DU) 2 3 pl 40 Mo AR B B8 0 0 BH 2 R
g too-on, Streptococcus mutans e o 4k b 9w A9 1)
f5t-Sm/SrSm TA F 4t B A AL H2 = 41 Ha AR IR e
JIHEE) 5 D e

BARE. coli F I dinQ/AgrB 5 tisB/IstR1 H 1R
ZHBAZ AL, HR dinQ/AgB TA KRG H BA FaE
PRI ThaE, T A R ILE A 2 40 i R AR 1R Th
. agrB B FR L B R B REARERT 5.
etk 1) [R5 B 2 A AR PR, (AN 2 0 oK g A 1 [
(1) 24,

FOHT R I ralR/RalA RS0 B A YU % 2= W
o 40 PR BE B DR, 1T A B RNAase WG 2R & 1
symE/SymR % 4t W A G845 Bh T 15 40 UK A5 RNA
Wk A A2 ()R N0,

B. subtilis 1 BV 2 8 3= K (pA ~ yonT
bsrG~ bsrE~ bsrH) N T I M B A B Ji I B AR A0
X, EATTRERAYS E. coli T HRRIGH TA &
4t PSK R AEY £ Thie, 1T LAAS @ 1 2 3 4% T
PETEAR IR A AR, U0 iepA /RatA 7] UUARGE skin
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T IAEAE s Zoo e 40 M 78 2B i AR v d@ ik
DNA HEHFMNFEE A P UIER, XM UIER 6808 1 R 1%
| B AR e P R DR A R A S DR 1 2R A sigK, 7
7 RAER G EF ZIEDRE. I HIXE TA R4
RS AE AR il B A e R3S 3R 3, AN 5
FHEM ixpA~ yonT~ bsrG~ bsrH FKik w2 T,
KA AE PRGN T8 R B @R, A
T 32 20 JH ) T i 3B 3 S5 B 2, o bsrG Y
RILIESZ PR IREM, i i (48°C B 55°C)bsrG
mRNA 2 PR [ e

4 1EEFZNEFZRZFHNARRE

FADS T 1 2 TA 2 Gt ds B4 0 B At A2 A1 H
AR G OSBRI TIRE. YRS BTk
(3 48 SR B A (R RR 2 5 I A R — R A AR B A7
$H, EIRE R AR JFURL AR 25 Ok B ik DR R IA R [
RIS UKL b P AR AR A Bl T ORI RS E A
£, HRAMELRI GE P RRCR, T8
TA RGANKN—FIREF B FE, BRI LA B
TFURL A AE A .

TA RGMHE SR IEI R 508 7T U T4
ROt P S0 S A et Ry T 7 R A A
BT IR AR A O AR BB R T T, AR E
K maEpEgsritd, ARARIARTIRERER R
RS AR IR ARG T =24 I SR 200 L M A P R 4k
EIRIN, B E AR IR T P MR
BREEVE T /a3, M F S “ B JRBEK” .

[ HHER-FIERAGETRREAN TR
15 RES RS B AR AR A RS T RERE TA
TUAFAELH AN B P AR R, ER
T I MEREADTHED. BAGUKRE, T8
PUEEZR sRNA WML, BOMEERIESR 2l B H AT
NIEAANTRT TR TA RGEH) T ARAR T A IR,
B X T2 USRI TR HE—2BIRN, ATATHERR AT
TR T 8 TA o, s TeflsE Rk
FIATLEE A48 75 00K A7 B - 34T 58 4 v M B A 2 3K
- PLEER RGUEAE AN AT R HEN 2 T
s, CHSCIRIRTE, TA F %A LA SuE F ok
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Abstract Toxin-antitoxin (TA) loci encode two-component genetic elements: a stable “toxin” protein and an
unstable “antitoxin” (a protein or a regulatory RNA) that neutralizes the toxin action. A lot of researches have
been done on the cellular targets of toxins, the molecular structures and biological functions, and the mechanisms
of antitoxin actions. The studies not only discovered a multitude of physiology roles of TA systems, but also led to
a number of applications for various purposes. Currently, five TA systems have been discovered in countless
bacteria and archaea. The antitoxins in type ] systems are regulatory RNAs which can employ several different
modes to counteract toxin proteins and their special RNA regulatory strategies have made type I TA systems
become a focus of TA researches. Within this review, we will summarize our current knowledge on type I TA

system and look into the future of their potential applications.
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