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A DNA BRAHIEERNFS. HiER
ERNHREERE

M BBL FER OHFTT XRET X OF7
(B K A ATRL A2, KA 130118)

WE DNAMWIMELE (SOSSNL) EARIENFAG . HRPUANE D AMERE (A SO E2ZHLR . Dy 1 SOS S i) id 72,
SHE R A E AL, APTFEN DNASIHE R B #e . 9 R i AR A #EA T SCHRERA . SRR, INERIS NI 1% 22
FE 88 0T LA SOS S, PUAE BRI R 1 FE R . RecA fEBASN R I MR Ge ) shid B R I EAEH], dE
A ROV AR AL . Lex A VR BHIA AR 2B W AR, SOS Sl , HOBERC T liF— F5 i) DNA B2 Sk
(A, #E 58 B DNA W & 5 . SOS S Y45 eyt fifi : DNANSHEIEE | Wit slids 1k AR o 24 | Y (o AR L DR S8 A8 R vy |
B SIEURMERCE | T 2P SR S 2 B R KO AL R o T A SOS BN AR AN RR AT Bl T s A A 3 R 04 A A AR it

i, AEURTHEIBTA SE BE R

XEEE Y1, DNAMGIER, SOSKh, ¥, 45
FE4SES  Q931, R378

DNA 1E R A5 15 B A, H g8 fiie e
YRS REMIC, FEIEFAET, W, SNERE
HBAT LATE 5 DNA $ 45, X A4 £ T LU E 4 4
%S (DNA damage response, DDR) 3,
Ja 3 DNABEEFLT . “SOS” PR b % 25
W E S, 19744 Radman %5 V48 H T 41 5 DNA
BE RGN “SOS repair”, #HE H 41 1 DNA i
Vit S5 J SOS LW o SOS JZ W H24H B 1 ) R85
ARSI FME S A S EEEALE, S
& AR, AEE N F YA G . 4407 DNA 431
ZEEEBIRES, ER R RIREE R TCH5E R
DNA &4, HIJF 85 SOS )i . LexA il RecA K [
JET | B FEAYT SOS I [ R HH 4>+ . RecA & &
N BTG AL, T Lex A EPHIE R A, #5H FiE
J DNA 140 R IR 20 A 1974448
ik —HLH S, ENSMNT 22 E TR T Xk
WY o A SC I ZEEE X 4R 1R SOS S b 75 & T &K
Tl B T N PR e T 453 .
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SOS RN ZTEME R SIIVERT, T4
(p)ppGpp I T B LI 1, (p)ppGpp A LA i
SRAEARSE SR A ], LT DNA &2 il SLiF#%
;7 L gE DNA  (single strand DNA, ssDNA) ,
ssDNA 5 #lf & [ liff RecA 45 & JE Wl RecA 41l %2 .,
RecA J&—Fft ATP ARSI LB, J& T DNA #5546
EHRBERG, PIEELRSY, TE40 DNABKE
HREZ/EH . RecA H [ 5 ssDNA [H]BRZE 5 IE L
RecA-ssDNA 22, 4 22 55 5% s 4 i) 2 (1 /BH i 2
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LexA FHHAEH ., IEHEOT, PHEE M LexA L
BIREIE G SOS 2 by 2 K 4L 36 X 3801 e
FESEMERL S (ISCZ5H, MFRSOS &) 454, M
I RNA B4 W5 1 . RecA-ssDNA ZZIE ()5, i
B 85 LexA 24f#, M SOS &5, f2fH T i
Z: 5 DNA B 1) 40 24~ 3L Bk B il . 1852 58 1l
J5, ssDNAVHZ, RecA kLA MG TE, LexA
H 240, BT ARG A R B X
AkLL Al DNA B2 FLH By 35k 0 ak Horp b K 2|
PR LR, B RecA HIBLTG B LexA iy H %4
fie (E11).
1.2 RecARJEEMNLH
1.2.1 RecBCDZ e B/ A% FR B g 12

RecB., RecC fllRecD HHJE T =RIKE 5 W
LRI VEH . RecBCD i i i/ A2 1 g D\ — ity Ji& I
FIREAH AUEE DNA, RecB WV 3 H AT 3' % 5" HERE 1%
£, RecD W3k A 5% 3@ HEBHE L. 24 DNA 16
1}, B5C, RecB AR 3, RecC MV HA A —
D755 3R Y ¢ B4 (chi 41 : 5-GCTGGTGG-
3) 454, BibHHE PR, RS, 5Pk RecD
RAE, 53 DNA BEF= A — A K 1) 3" BL4% JiE {1
)i, RecBCD ¥ RecA K 22 Jin#% 21 4 it (1) ML Fr
Bt I HU AR ssDNA 45 & % 1 (ssDNA-binding

it
DNA# 5

protein, SSB), RecA /K fi#t ATP J5 48 A% IR 7] I5
JF5, #4 ssDNA 5 [RIEFFI R, FFii DNABE
FEF

1.2.2 RecFOR&#

TE DNA W4k & 2 of 72 ", RecFOR i% 12 /&
RecBCD MU 4M 78 o recF. recO Fll recR J& KT A,
—A EALPEREA, S TE S DNA R .
>4 RecBCD Y54 i fiff/ A% 1% il K 98 75 2Kk 2 DNA H 4118
ZIHEJIR}, RecFOR 12 HUt RecBCD i /21T
HHBE .

1.3 LexAR B HE N BEFEHLH

LexA & P25 M 38 4 A% . N 3 wHTH
DNA %5 #y8, (wing-helix-helix-helix), C ik — 5
POV AR 0 B ARG LS I, 3 PS5 A S8 A A X A2
B AR . LexA fe ) DL RAKAYIE A48 e 2
SOS %, BHMWT RNA 545 Wi 1% M LA BH 1 ik PR 5
%o DNA i 28 RecA i, 51 LexA 7F Ala™-
Gly® fii s I A YIE], PIEIR LexA JTCILIE i —
W, NI fERRFLEEH . 24 DNA #1455 K F3E e,
G B B2 O LexA A IR VI FIRR 7, BT e 2
o —JBSEVE, TEEEH LexA A] LAYE A P fa a8 25
M REME, {HSOS S A 3l f5 1Y LexA A Y1 #I 7 Bess
MR, X155 T 40N — R K

5 XUEEDNA

~

5 |

RecA5ssDNALE &

A A
=

Lexat 2% — B :-»
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e ClpXPHE/K f#

SSGs (CEE-T5EE0i1d

[HiBRNA pol

RNA pol l
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Fig. 1 The process of SOS response
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SSGs: SOSZMW ML ; ssDNA: BA4EDNA; chiFdl: 38 XFH;

RNA pol: RNARATE .
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ClpXP £ FIEF G 472 Lex A (A UIE B,
ClpXP 1] AT I8 AR A% . ClpX & T M4
WERR AL TPase, BEMSIGIREEMIRY), JRIFixLL
BN, SRJGR AR M 22 IR A% 28 IR v i
G N B X ClpXP R YT T i BNl S 565
A ) R B ARG I 3] /D Lex A B 1, T ACKS:
ME) 4K LexA, HEAN, HG4IALIY Lex A iR INE 3K
P RE i T AT G RE B SRS, S AN R T o8
FEIF) LexA R Bt 0 SHSLEN], ClpX & A AT LR
A LexA BG4~ 1 2 Mg v Be, HAR I 2K
LexA, Uil ClpX H7E DNA #5143 i & ¥4 Bt 4
EREDL T AL THE Lex A B BB RN o 7358
W], LexA BHi& P40 258 P, 162 AT A2k
TN B 2 F R

2 HMESOSKNWIFESEER

21 SMNEMEREE

IS H A7 7E 45 5 | 2 41 B DNA #5495 1 1 B (A
2, WiEYHER (BRI, S HkKE.
mBEE . PN . R (ZREERC, |
R AR . AR S S-IR B R . %
fREh vy . pHAK . WEMESAESE) FAEMHE (WL
W, B FARER) . XSO R K (R 0
R LH AR RS2 R g . SOS S IE S Al PR 7E I BE R
JIF AR — R 2B T 2 S AN B R ST
512 DNA I RIBE R E A, EAMDCIRGT S
Y AR BER , WS LexA T WERY uvrd . wvrB.,
uvrCFEN, UvrAKNIF455 T DNA S R0, 78
UvrB #1 UveC # B N il 2 B ke, S5 gRE,
UvrB i A] D) JIE 22 4 fifl 53 24, 4 DNA & & 4+ Bt
B B4k, $50ET1A 30 SOS ) 5, J& 4 HE
DNA AL, [, IV AV AR, 585 DNA
B, WFRIESE, EMifEstk = DNA G0V I E
N, L 2IE B — PP SOS Ky 2 K & lexA2-
imud-imuB-imuC, H:H imuB 1 imuC % i DNA %
Gl (Y ZEMDNA R G o V5, ImuB
Fl TmuC JE sl AL 5% SR B e Rk G i, 52 i DNA &
27 WEPES (reactive oxygen species, ROS) &
A AR =Y, OH M DNA BRI, &
FOWGEWTZE, Il ik RecBCD #47i SOS [ i o HL
SRR AT A B e 4 DNA, -t n] DL oo 7K H s
A OH, [H) 421 i DNA Wi | BaiEMivs . 24 3hmk

PG, IME & SOS i, Hur, didRE
28 MR TG SOS N i EEANRE S, B A
16 B-INBERG DS . ZSEMETS . MRS | T
2 RS0 N A 2 R A 2 e 5] SOS
RN Blan, s, WER . R AR
REWBEOEHE T A B0 DNA, i 258
ARG DNA, 5% SOS )b ™, i
31 i BELUBTT 112U 4 7 44 il R By 1E DNA 453 0 55 B 1E
S SCTE AL 1

T 2 LMK RecA-Lex A i 42 J 35 SOS |2
RN, VEZANE R o nT DL i A AR RecA-
LexA R sz . an: B-INEERZPiE &Rl
SIS 4 TR IR %) 41 2 R Ut , %145 DpiA/B AL 41
WG SE SRS, W HE M Hu HHEZEHE RpoS Y
e SFenl o PR Lex A 25 11 1M 3 36 SOS i MY
AN, DU, PRMEMEE . BB S REINEET], 7T
DL 0% RpoS i 42 58 I DNAB K . =il iia 25
51 AU PR v SN, 520 DNA 51473 R 8 1
AP, RPN O ) 3 EE S RpoH 148 5E A
DNA#ife % .
22 WiEMY/ EFEZE

SOS JZ N i Bl e AN K 2 5 P I R 2R
LA A5 R o AN R 2 i P PR = b
i #2175 5 SOS Jx b & 4, 414 CcdAB i& £ |
DpiBA i 2 Fl Mrr i 1%
2.2.1 CcdABi&fE

iR A4E CedAH . CedB#E . LontEH
KA 55 A5 % N (GroE, PmbA. TIdE,
TIdD. CsrA). CedBEH G KHIT R #EER (X
KIAAT B R R ST AN A s i B S b A &)
Al DL i 3 DNA XU EE 51 f77 (DNA double-strand
break, DSB), FEOUEHFNEBEMIR, [FEHH
il DNA- [ € il (1) 75 14, DNA Jo ik & 1E # W
BEZERY , TP R ssDNA, #1f RecA, CcdAB & 4t
H1, CcdA J& CedB ¥ fi 857 (fif % CedB K 1 Xt
DNA [IBERG I HI/ER ), Hik, —FHEHEE-b
BERMWOPM R HRTETCF R A AR,
CedA AEFaE, ¥k Lon & HEEIE MM J<0G . M
TEA F R B IAR N, CedB & H B b P55 )2 i
F H AT AHE 7 Lon (R 7K F 5 BH 1E CedA 85 H A K,
M5 5 SOS b iy & A 2
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2.2.2 DpiBA&#E

HEESEEEN3 (fisIgih) 25 fpRE
(B- I BE R R P A 32 ) 45 W8I 40 71 40 i B 1),
DpiBA AU 73 5 T ik A o s o HARPLEZ
DpiA 2500 A 15 G o A 52 il ke s o o 3 A-T DX,
454, S PE AN ) DnaA #1 DnaB 5 & #2465
FIHSES, M HF KT DNA & #5115 5 SOS b .
2.2.3 Mrrigfz

Mrr J& T IV B RR G N DI I R 51, 2
YE 2 BRI DNA /Y 5% 4k, ik & (high
hydrostatic pressure, HHP) J&—F#1 & LAY REAS S
T SOS KM 3L Z, HHP i£ %] 100 MPa i,
ok Mrr BRI AU AR A SR
(DNA AU 1), 2 ffi RecB 3 7% RecA, 5k
SOS [ ", fHJE, K& HP WAl 34 Mrr i 42

N, ARFRAMT .
3 ZAESOS KR fyEE

3.1 LexAMEEIER

SOS RGN Jy i — I 2 BE A Y 52 A=
%, TEIEWIEN T, LexA SR\ T80 H15 31 45
A, W K DNAEE I T UF AR pyRis, Xk
L [ 95 FR A SOS Jz i #11 il B£ KT (SOS supression
genes, SSGs), SSGs 2L it -4 RecA-DNA 4l
22 (AR B INREAAEINRIVE o LexA I I4aAEH]
W 3= 244 PR AE 5 1l SSGs | . — H LexA F# i,
SSGs i PRI IR il , ok 26 9 PR 3 ek [] 905 e 2
S i i R B 22 1 1 DNA,  7£ DNA $i 5 fif
ZARET R IEER (R 1),

Table 1 The information of SSGs regulated by LexA
R1 LexAiFIZHISOS K M HIEEHE S

FH L EA g

cho (ydjQ) AR A VIR 1. 2 5 DNAKE ]38 1% 013
2. BRI B R

dinB DNARGHEFIV s B2 g 52 Ktk 1. 2 5540 20 P 1 R T SRR PR R B T DN A e 2645

FADNAT ) {531 32 g 16

2. MHIDNAL H) 17
3. TETLSHIDNAB 7 H AT SRR <7 f 1

dinD (pcsd) DNA# 15 3 E A TEDNAFERZ #id #2rh, FHiRecATEssDNA LIN4EA,
fiRec A NDNAFESE #e 7=y b 43 it i o 118

dinF Zh TR 1. DinF A] G341 fE W ROS HI 7K
2. fRI'DNAFIEE A G2 8 A T IREIR,  FRFRIRER
Ap g [10]

dinG ATPAR 6P i Tie iy DNAE S AN ) SCE J 3 4% r fift T [ 9050 2 4 R 4 ) )
ALY H ] 4

dinl DNAH5 7 S EA Dinlf# % RecA-DNAL F (122, B (L3R EUE RO VFEE R

dinQ JEEEEPE K I F A AE M Ak, PRI DY ATPIR B 5 1 15 45
ey

dinS DNAHUG S EA AHN

fisK i 2= A 1. FtsK 2K 42 5 KA 31 40 i Ja 3] v e A 4y s Fn 4
MIAYZL, TEREMS LLATPIK i 75 1 22 ZEDNA
2. FtsK M W45 11 A X Bk FRIDNA FE 1) 7 25028 5 11

lexA SOS J W R 7- LexA RIS GO th #4522 Tr) A0 B 3 35 p i 1 4l i
IISOS X

hokE LK A5

molR FHER ERAR R 7 FSEL L T PR o 3 JE AT = fie -N- B2 420 08 S5 T ) 5 ol

polB DNAR AL

TR AL AT DNA B AR 2
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S|
S I g | The

recN DNAMEE FIHEL 1. 7E 22 3355 3 CAPAE I 150 B AL ok e € A 14
B, IR KRR R DN AR5 5 10 R B 4
Hq [22]
2. ek HiRec A IDSBIE & 123
3BT Ykl

recX rec A7 1. RecXHMDprATEH: K 8 H 1L #2 i TiRecA
2. RecX#iilRec AL I ATPIK fift
3. RecXFISsbA I F2 E [FIRecA % & #EssDNA |-
4. RecX i 3k 5 40 ) sh I3 s o b iy e 4. 24
5. RecX7ESOSH 3 [ X HiRecF
6. RecX 1M F A1 DNA & 5 i 72 s Rec A Z [T K )

ruvAB f i TV S AFIB AR

sbmC DNA[=]Jig g0 5] 71 A

ssb aiaEn 1. AT ASE DNAJN T3k 72 o 7= A 1) B BE DN A Hp ()44,
Z5DNABST®RE, ORI RS 5 R 20
2. 'S 5 SSBHIEAF A A 14FDNALE & 5 A 45 &
3. #4RecQIDNA R EETh B 126

suld 4t 43 24 1. MHIFTS Z3 I ek B 1E 41 45 24

umuDC DNAR LTV 1. DNA 55542 27

uvrd A RN 1. AR RS R YL (0 A DNA
2. SR RERF I, HUVeDI SRR A, BRI
FERIRERec AR {2 3E IDNASE 3
3. K MIDNATEAS
4. KfBATP, WEEWTER, B UviB-DNAY)E
WEEY
5. /EM-TDNAHG, 51 A5 UviBAIUvrCES & 4k B ™
MR O, s e

uvrB A NS 1. UviBIGAESR AL A7 AE
2. SFtsZE A, AR )

uvrD DNA {4 ATPase LI fift Ji fi 11 TEG 20T HIRZ PR VISR A 52 FNER IIC 18 52 39 18] i -F DNA

YHE DNAFi% FEA EN

ydiM WIEE A AR

yebG DNA %S E A AR

symE  (yjiw) FKHEREL IR N VIR R = Thae

tisAB (ysdAB) SOS 7 (1 # fik AR

rmuC (yigN) AR SRS P 5 1 i BRLIE AR S B ) R B

ymfE WIEEH Mot H R

ymfl AH 7 1131 P EF-PAS MR A RO R 2 B0

ydeO DNAZS & 5 QR 45 1 1. YdeOJ& PERR A PR IR T KB AT B A7 1) o it
W YdeOWUE Gad R M F-gadE + gadAFgadBC
iyt BV
2. PR MAEFAMIESE 3 i KA 1 10 2 i 245 1

ydeS FYEEN AR

yoaB RutC K AR

intE el 47 = e B A

ogrK WGt T VAR P2 Ji5 T i 2R PN 1 R P2JE IR (1 54
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83k
B A i E A T
vqgC (afuC) CP4-6Tii 5 ABC ESll
CP4-6 prophage; ABC transporter i HAATPL A EA
ATP-binding protein CP4-6 prophage; ABC transporter ATP-binding
protein

yhil, AR50 ARFA
glvB PTSHEHIIZH 7 AREA
ibpA NREE LRI, By AT i SR I A B AR M R

Wind. RIPEAEA ST RO

2. AR AL R AT TR 110 s 7 A I S i A ) A
3. TopAGRY" Al G 52 RIS AL TR K%

4. SR A SR PR 7K T A B 2 M REFR) T J

5. PRI G AR 5| A A SR A

3.2 RecAHJiFE

RecA FEHZ 4N 2RI . a. BT
SOS J N X} recA F [F ) % 3k /K S B0 B 42 7500
B4 45145 X Z A BT DNA F BEi S 5 RecA 936
ik; Z, RecAFERZEMG, tban, HpH, &
B k2= i A AR R 3R 5 2 DNA 51 47 B
RecA W% K84k (I BLET4idn 2z ), ThBEwK
. [FAEHL, >4 DNA #1405 )5 i U B A% IR g4 15
A, S JIATPEF, RecA 254 ATP AL M40
22, RecA BTG ", b. HEWHT . RecAEH
AL A B C oA T A 3T . RecA I C
Uity 25 N EIERFRIL I HEFI AL F TP IR, Rl
C i 17 PR FELBR 7R FL L SOS J v H s 3 1y I 5%
(C Ui 17 N E IR KB RE R G . RecA TIREBL I
W)o IEHWIEMN T, RecA 5 DNAZG A FEHIITE
Mg [ fF 76, T C i 1 24 B R AR JE 9 2 B )
RecA N ZE Mg BRI #0GE , T8 SOS K. [Hitk
C Uil T RecA [ H AR, XA KB LA
T HAbEE IR RecA O CHERE S o L E B
Jidy . RecA G PEAHE B L6145 SSB. RecF
RecO. RecR. Dinl, RecX. RdgC. PsiB, UvrD
%, SSBilijd 5 RecA 354 ssSDNA 45 437 p5 i 1] 3
S EINEE; RecO. RecR M RecF 2K 11477 RecA
Y22 B TR, ReeX f& R IR I RecA il 51,
RENS 73 il RecA 4l 22, BHIRANZZZEMf, 5200 RecA
W . WFSE AR AR ReeX W ME I WL, #IH
SEQOPT ¥ it T —F il il RecA ZE fil i & & W1 o
WK, T EEREIN I RecA BIMKRAMEE, LAREFH I
BN 8 SOS J i ', Dinl 2 4 7] £ % RecA 4l
2% ; RdgC % [1 5 dsDNA %54, JFFH Ik RecA 5

dsDNA 2545 PsiB 25 1D RE 1 A BT, 4002550
A BE LA A 7 A RecA VG PE 3 UvrD fiff Jie i M\
RecA 1 EBR RecA 422, L) b ik S 8 () 3= 248
15 % RecA (9457 B F15 DNA AYAE FH 7 s
d. /N BT BRI, MG Y
— X R e A A Rec A L), 0 4H] RecA
WBhAy £~ it B, W0 ssDNA S S . BEsc e . ATP
JK if# F RecA 2 FABGTG P, L2 T4 RecA H H
AIRE ) B
3.3 RNase ERJiFT1EA

KIHFF AT 2 RNABSE (RNase E) A figJH 4l
SOS JZ V. RNase E &% 5 RNA il #4Hl mRNA [
il (%) R T, & mRNA B IRE AW S48 .
RNase E J& SOS W Y sS4 1. W58 FIH]
22348 3 Cifs 2 KA I % 4 SOS S i, RNase E
BTG, SOS W2 1k ; T >4 RNase E DJREYK
K5, SOS N L HE i 5. RNase E X SOS it
(g 8 #5532 L 2 il i RNase E {0 17 & H A
(regulator of ribonuclease activity A, RraA) 5L |
(1. RraA J& T4 3k & BLI% X RNase E &1 il £
OIS s e 0 PN AR G R iR NAER VA S S X
FOCEMAUEY], RraA il ik m}d 1t 5 RNase E 19 C
uidE AL IX 845 G, N IH RNase E FIA% R P9 VI BERS
PE, A H] SOS S, 1 HAX Fh il 5 2 sh A 1Y -
RraA i 8 FRIEAUAT L] SOS S i JE 315,
I EL AT LR M BE A 452 1 SOS 2% %, kA,
HEINN, FERBFFRN, RNase E 5% R [FJEY)
RNase G 3K ik 3 5% A] DL 5% #h RNase E 6l = i Al (1Y
SOS [z Wi ,  JE i =55 3 2 K W #F B 9 SOS
R 0.
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34 RpoSEH

RpoS /& RNA % & [ 38 1 F (RNA
polymerase 638 factor, RpoS/c38) =% IjHE &N
B SR IG A, JEF RNA RGBS S 23T
X, IEHEMEMN T, RpoS 5 RssB#H HAEH, #%
ClpXP & 1M 72 2K ff . HAEA BT BUE KR
FagE, fERr IR E ©, RikAKTZ B Z B
B, BB SO . BIEEKE . BEE K
SF- 57, RpoS £E 4 A E AL AR S T RE
ik, HI RpoS #IA A e = I IR P 22—
A~ Rpos P85 BRG0P0 M 29100 1L R fy ik,
S 110 B P 5 2 S B A A X LR S5 T T 2%
FARPLEIE . SAEZ 255 . RIEREE, HiR.
DU A R W3 i, 40 P 7= AR BLas B TraD
IraM . IraP (5350 B AAb R . BE PN Eh VLIRS
Fr7A) BHIE RssB # 1] RpoS, M fif2 a2 RpoS £
108, e ] DU i R KRS RecA-Lex A 15 5 1%
IR BSOS [, i L4 DNA Pol ITE{LEZH
Jo 8 1 00 A K 3038 1 SbeCD A% FR i A1l RecB H ]
(15 PR R DNA RA W TV I FRE . X —id
il E WAPLFR R RpoS W& % . WAk, TERBEIE T
T, ClpXP £ HE#H5 1EXF RpoS /K%, f#i RpoS 7
AMIENFLR, S RpoS B i&is 7,
3.5 RpoHEH

RpoH /& RNA % & i o32 [ F (RNA

ab =3

polymerase sigma factor, RpoH/c32), IEEZ5I S
RNA R4 i 2R 8 5L %5 2h 71X, SRS R
RpoH J& 7 4H I X6 50 A K342 1l PR PR o S 1 g 32 2
K. TEmiRIbE 25T, 2 DNA # ;S 1
B & BvE, R MR ABVRTOIRE, s
55 RpoH 13315 . RpoH ¥ R G045 K2y 301
F£[H . GroEL/GroES fll DnaK 7+ F R R4 (G5
DnaK ., Dnal fl GrpE) J&iX — Z 4t (19 5 2 jl 51 .
DNA R G IV FIERS V /2 DNA S8 2 A ] 5k
5K A M. GroE HEW 5 UmuC MH B AEH, R
DNA KAV AGRESE . i DNA RAHE IV 2
1EH B AR W AT GroE BUPR Y. 74k, 7EdE
Wi 4, RpoH 5 DnaK #HEAEH, 4 Dnal
M GrpE —i2, #iE FmgREf . miaRER TR
J5, DnaK # iR &M ENRRE, ~AHY
RpoH AH B AEH , AT RpoH AJ DA IE & & #4E H ,
PRAS AR KRG 73 7 PR A kg n, A¥ Bk
f AR ) BB R SRR T, KK
M EEEER

4 MEDNABRGIEENEN TSR

41 SOS J i Bk T K5 #1652 DNA #4755 LA 4b,
WAL — R AE R PSS R, s . 44
2 Yt fRkRAr | B I/EURTENCE | 2 rEE .
DCEEAR AL Bh 20 B T A Ml N A (E2) .

4.1 HHIZAAm Sy

SOS W i #EHr, LexA [ Y1 %5 I 2 SOS £
J&, FEAN YR IR UE DNA B &= . %
BF 457 1 40 53 240 Bl T 6l % ik fo 43 24 4 i
DNA #i 75 [n] F10A% 3 ,  [RIH) 4 DNA & 5 4 Bt
i) o FEANE BB R, SOS K FT I A4 41 i
AR FIAELAA R . KIHFFE SOS K75 51
20 Jif0 53 24 10 ] 00 2 B T 9 SulA, o G 5 FtsZ
(Yo BL4H A0 1 2R S5 Ak MBI A /3 2L, o-
H A FFR SOS SN 75 T 41 g 40 244 il 370 J2: SidA.
SidA & —Fh g 2 /MR, A5 FsZ M EAEH,
T2 5 41 M 20 246 AR VR FR A A sy 4. 5
G, FEA AR, AFE—Fh 5 DNA #5145 %
YIAH & (A7 T SOS JZ I ) A4 4 it 43 24 310 i) 551
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Research Progress of Induction, Regulation and Outcomes of Bacterial DNA
Damage Repair’

GUO Yue, HAN Lu-Wen, QI Zhi-Hao, DU Xin-Qi, GUAN Song-Lei"”, JIA Yu™

(College of Life Science, Jilin Agricultural University, Changchun 130118, China)

Abstract DNA damage repair (SOS response) plays an important role for bacteria to adapt to the environment,
resist external pressure and repair DNA damage. In order to understand the process and comprehensively
revealing the survival mechanism of bacteria, here we systematically review the studies of the process, regulation
and subsequent adaptive results of DNA damage repair. The results show that both endogenous and exogenous
pressures can activate the SOS response, especially antibiotics. RecA plays an important role in the process of
sensing external pressure and system start-up process, and is also an important regulation target. As a repressor
protein, LexA is an inhibitor of the whole response. After the SOS response starts, LexA releases a series of
downstream DNA damage repair genes to complete the DNA repair. The adaptive results of SOS response are as
follows: DNA precise repair, slowing down or stopping cell division, increasing of chromosome mutation rate,
virulence or pathogenicity change, enhanced drug resistance or horizontal transmission of drug-resistance genes.
Understanding the whole process of SOS response is helpful to reveal the survival and metabolism process of
bacteria adapting to the environment, and lay a theoretical foundation for the prevention and control of pathogenic

bacteria.
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