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RNA B 5 EgIAMA DNA EEHLH

IR HEET ZERT
(e AL ATRRY e, 8 TSRS 73 A 15 ST TR 0, PRI 010070)

WE  AEWEREIE R A B TG N /AR IR DNA T, DNA A GEM LR IER 6], RS E R sk ikl
B DNA i K i FMEPE G R, AR fb i — 3B BN, DAGRIEE GRS IR . DR 4 0 S e P Fn s (L i A
M. ARSCHE S ZER T RNA BEHF M (RNA polymerase-surveilled, RNAP-S) [ DNA & & HLl . & 55 RNA 4 il
(RNA polymerase, RNAP) AYLEHH %43 T RNAP X DNA A% (R0 5 HRHE T B RNAP (19 (13 . 5 HAR AR
DNA W8 DL R S8 EOLHI G 3, BZATRHILEZEAMEB & (Cockayne syndrome protein B, CSB) K HiZz Z{bF1
8-S L EES DNA MEFELE 1 (8-oxoguanine DNA glycosylasel, OGG1) 4 FHRNAP-SIEE ; HJait T RNAP-S #ifjifs

B335 RNA%%% , DNA:}fﬁ/f/jj s RNAPEK%H*EI’G_]‘ , RNAP-S{%E*)-L%IJ

FESES Q52, Q71

DNA BAYIRBAEY T, 58X A i
B IEF 1 T A CEEAEH L SR, A i
AToik Rk B AN FAEYIR B B N ER Y DNA #1
i, AR REHMEE XA, KXt E Y™ A K
MEVE JE 2 2. DNA & il (replication) Flf% 5%
(transcription) i FRFFANREIEH P47, H R0k
R4 my e s nfese t ©', S DR e
N 111 8 2 AN 8 WA Rt 7 aa 2L 7/ N
AP

Yoy RS TR T BB C L KA R 2
YERE A & M0 1 2R U5 . DNA 5475 /9 4h
KRR Z AR Rt 5| R bitk . AL AEAE S
PRGRAR B SR AN AR T R E R A A T AN BB
BOXT 905 y 2k . X G4k 2 5] i DNA XUEE (9 B
4185 B AFIRED | L md L A4 A sl de ) e
Pk DNA 7, A=W IARE AR A %) DNA 45
Bl 52 22 45 4 o % i S6 9k 6 . UL Y DNA $51 453 1%
BrA: OtonBRE . mRBE . WBkE . &
g . EREEAAERIEREE S > Y b
1H1E5E 250 (photoreactivation repair, PHR) &%
SRANRAEARTE B e E R AR, BB IS ) DNA
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A T AL WE — SRR 2 () Ay A1 Sk T S B B B 1
IR DNA # . 45ECE S (mismatch repair,
MMR) HI3EfE%5E DNA & il % i Bl A e
J5 R 4 B MutS . MutL A1 MutH £ H 38 15 3 & il
DNA ~f FRE AR Rp P TR 531 At I o7 s O A0 LB DT
ek . S5 UveD fif e A Az 1, FELLIE A
(IHEE) #% MM, i DNA RGN DNA % B
A RCHTIER RS, SERUES BB 2 0 A AN M R R
FHIIMSH, MLH. PMS i it 250l 258 s o1&
g0 B )& 5 (excision repair, ER) fl45#%
MR YUIB% (nucleotide excision repair, NER) Fl# &
YIkR1E = (base excision repair, BER) Wi . K
FFE UvrA. UviB. UvrC A1 UvrD REEJH 51 XU jig
B, JFUIBR AR —/ DB R B, S
FH DNA 255 i 1% 422 A5 A b 22 1 8 1 470 17 S it A%

w [ERFARBHEES (32060016) FIPI ST KEEARRL— iR 2
WIH (21400-12105/014) FEH).
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HRIBREE ™. AN4i XPC, XPA., XPD,
RPA . XPG FI XPF % [a] J8 & F AT AR IR R DO BE 7
FEREYIREE P, NTHL1, NEIL1 2 OGG1 At
1k Tl 2 DI 5 B D% B L L B TS B IR S E 1Y
(apurinic-apyrimidinic, AP) {3t P9V 5 ) #%
122 Mt 10 53 9 i i) I Bl Ak AR L T B A B 11
DNA RG MM Ef#mEE > FEEHB R
(homologous recombination, HR) i ] {5 XUk
Wi %4 (double-strand break, DSB) #1155, W&
DNA S fil a5 1 . %40 DSB B S i fe bk
PRH RecBCD &4, 25 (0 28 H iU AT RecA |
RecBCD. RecFOR, RuvAB FlRuvC ™. EHAZAi
Rad51, Dcml. Spoll. MRX. Rad52. Rad59.
Rad51¢c-XRCC3. WRN Fl BLM 5¢ i, [] i i 41 &
5200 4E 8] 98 K i & &2 (nonhomologous end
joining, NHEJ) J2&4H IR 4 FAARTE BUHT I —Fi &
Y AEELSh, Rz AT R
F it /i Ku70., Ku80. DNA-PKcs. Artemis Fl
XRCC4 ZE 9 5 #it DNA & i (translesion
synthesis, TLS) #84HMIARREE N, Il
ar ) SR AL I TR B2 5 i DNA 85 1985
BUHL, ATk S e AR AN S8 4 5 i 1L A 40 i
DNA Pol IV (DinB) 1, DNA Pol V ¥/, H.# 4 s
REVI1, Pol{. Poln. PolxFlPolt fi Bt 55 ik 2.

FE PRV st B B2 VKR ) DNA #7518 52
BL 4 AR SCEE SRR T e S ad B RNA SR A il
(RNA polymerase, RNAP) Wifl T my& & HLHI,
ML X DNA 505 B S A e, A Al
TR S RN SR RS, BRI AR FL SR TE
B, RAEWIR R IR RS SR E A Z R
FER B el

1 RNAPiRZBIDNAR G %52

245G SR Y DNA RUE ™ A= 5 AR i ik, B of
M5 (template strand) P& 52 2 B 2 & T G i
#% (coding strand) "™ BIMEE AR LR EERY
BT, M gniaE 155 5 3 20 DNA &
WREAR Y, AU Sk AR Se A8 B R AR g Y
DNA 145 "2 . RNAP Wi B A DNA #% 5 i 72
SN DNA B, JHHEZEBEEN, ke i
fJiDNA ', Bz J RNAP 5# (RNAP-surveilled,
RNAP-S) /) DNA &% (RNAP-S repair) . RNAP-

S 1) DNA &5 AMUAEAE TG BRFG sk 72, n] Il
TR s ad A 2, i HoAE Ak B ST B 4n
ot
1.1 RNAP#DNAR {532 E Ik

BESEASNLEE O DNA G, QI BAsE RS )
e 2L 24 252 BH 5 RNAP 7EA B 5% |- A4 1F 8 R
1. 4, dE TF # B9 DNA %5 44 T DNA % 3% |
RNA : DNA Z2 &K 7 ZEIRE5H 20t 2 4 Pl fie
T3Pk 3 B RNAP 13 B 5 [RlAE, DNAZ54 81
g7 2L B SRk T Rho 2 145 A AE AR AR
DNA | £sfH i RNAP; FLAZ A MIAZ/IMAZE 1t 25
FELS% s RNAP O HTAT 27 . B2 A 78 A 1t 51
BRI, WD Lacl BRI 5 FIBERH W4 RNAP 11
A v (dislodgement) 7' 5 5 TN Mt i Bt B HL K
(polyacrylamide gel electrophoresis, PAGE) 5L 4
25 S50 I RNAP L AE B 1,N¢ 2 45 JiE i 12 04 16 i
(1, N°-ethenoadenine, eA) 5 ZIPBHAF 25 FIH A
i 71 @355 (scanning force microscopy, SFM) Al
fii%5% (magnetic tweezers, MT) Willll RNAP 7 & A
FHNALE R ) DNABE Ergf Tl 72, % 9 DNA 3
TEFnT NS REA SOt BT RNAP 1Tk 5% =
1.2 RNAPIEZIDNARG IS
1.2.1 =FPRNAPHIZEFNBE

L EAE 1 AR RNAPRSFAELE 405 .
M. AT, HRA MK RNA, KL
fii (core enzyme) A 4% F B4 HAEH . H i S A 240
A RNAP & Ll B, B a ~“RIK, o WHH
B PO A B A O S A AR ) RNAPILA B & 1
ERIORSEME BV B Y = RNAP %O 4G
PR RN, Hoda A A R RSF, 160 ku
e 45 ) Rpal . Rpbl, Rpcl, K#j150 ku fY Rpa2 .,
Rpb2. Rpc2434]/& RNAPI, RNAPII, RNAPIHIfY
2R PO kA, = Ff RNAP if 4 A Rpbs,
Rpb6. Rpb8. Rpbl0. Rpbl2 I 3 B2 (HE AT
I ReAEAE 22 5] . RNAPIT ¢ 45 W A% B & RNA
(ribosomal RNA, rRNA) *°/; RNAPII5{5{# RNA
(messenger RNA, mRNA) . £ /M 4 RNA
(small nuclear RNA, snRNA) . fik /N RNA
(microRNA) & A & 25 iz RNA (transfer
RNA, tRNA) . 5S rRNA Fll — & H: ffi /s RNA
(small RNA) I RNAPIIE AL 2 3 (F1) .
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Table 1 RNAP structures and functions @ 24
%1 RNAPHZEHITNEE B0 23

H LE! RNAPI RNAPII RNAPIII

HZ o Bt I i B Rpol Rpal Rpbl Rpel
p' Rpo2 Rpa2 Rpb2 Rpc2

a' Rpo3 Rpcs Rpb3 Rpcs

a" Rpoll Rpc9 Rpbll Rpc9

® Rpo6 Rpb6 Rpb6 Rpb6

FoAth 7 3 (+6) Rpb5 Rpb5 Rpb5
Rpb8 Rpb8 Rpb8

Rpb10 Rpb10 Rpb10

Rpb12 Rpb12 Rpb12

+5 (+3) +7)

A IRIRE RNA RNA RNA mRNA. KZ#snRNA. f§/ RNA tRNA. 58 rRNAFI—28 H A /NRNA

(+HB7) BRI AT

1.2.2 RNAPIZ5#4

FAZE W) 22 R AR 1 RNAPIA 527 ST A
S H I FE N RIVF Z AR SRS RNA, 7 RNAP-S
&5 FrRIAR 5 B RNAPIN, & LA T B A 4544
$: a. RNAPIEY R 45 M R IE——2¢ 01 (cleft) ,
R — M A IE R MR, A B IS PR
(active site) . BE (wall) . R H P EE (protrusion)
S Do) DNA BUEEE R i, TR AWM L, 4
DNA UURE fiff 5 J5 1550 B #E A 24 100 33896 PE 07 61
¥ Wi ¥ 45 R (ribonucleotide triphosphates, NTPs)
M=} (funnel) i fiAbiEA 5 JEHIAY RNA : DNA
ARG BEAERE I IS RO A BELL 45T, S AS T RERE
() RNA i I3 38 5] 5 RNA B 7 T2 10 DNA
AR A 5 W ——RE W] e 7 TR AR DNA
M RNAPILE] IF (1 2 #2 2. b. RNAP Y fish & B4
(trigger loop, TL) FIHF#RJiE (bridge helix, BH)
JEPAN B 5 DNA SEEN . PRECPEAR G 25
Fagdak B Rpb1 ME 3 1 () TL 1 53 B R — JiR B 1 T
B, SEMARE S NTPs TR Ik 7, JHORRRIRY)
FERE 0 TR PG TR I NTPs 1, HAG G A
T T8 A8 Sy 5 AT AT 06 1 75 BH 7 57 1% 4%
RNAPHRY PR, # RNAPIMEAL AL S5 T Y
F . WELEE ST, AR DG BH DB AT
YERN RNAP AR ke e 7 . o A 25 A an et
(clamp) . Z5#F (stalk) [A]#fJE RNAPIIIY) B 22 45
M, RSRIEER ORI . AEME; it
(rudder) A1 (lid) J& Rpbl £, SEir
VAL, A A TR RNA 515 2 HH i, ¥

DNA 5| 2| BEGS AL P Rpbl 1Y Cunith il (C-
terminal domain, CTD) J& 784 RNAPII 45 % (1Y
Hey B8
1.2.3 RNAPIIAGIDNASR & i B
RNAPIRE VU UV 55 T 77 A5 1Y 5% P4 52 Jk 4
2 BA RIS MR E R T e e =T
& (cyclobutene pyrimidine dimers, CPD), H
AR IZHEH th A ERY (6,4) J6r=¥) (pyrimidine-
pyrimidone photoproduct, PP) “' i 4 R 4F .
8- R IEE 14 (8-oxyadenine, 8o0A) . 8-% LIS
(8-oxoguanine, 80G) ', Ji i — P (thymidine
glycol, TG) =" | g FEAL B f5 0 | G ik Jik i
P 9 R AR DG AR R A B SR IS
Pifh . RUEEWT L 2 #1 L K DNA &% . RNA:
DNA Z& A5 55 TE L) DNA 254 )
RNAPIFEZE I DNA T, A 3245 i s
BHAERAANEN, MR BRI 5% 2 AR B s 5 RS 1)
zx[a)fiifH  (steric hindrance) ¢ . 252k DNA AR I,
DNA TR M T 2t BH, A BEEAIGENL ST
JINTPs DAEATIE 5 5%, MBS # P BE  (crossing-
over step) Ty BB K A W RO GAR AL BT ) (1
AFAERFNAL DNA 5473 1) DNA FEAEE 32 45 15
B 5 RNAPIRY IR IE S5 # b7 A S & AN RE & 2R
IEH MR S AR R 2 47 RNAPILTG Ik 1 %6 48
DNA i, 72857 A0 B8 37 21 BH A% PN 1 & A s BH 30
g4l CPD., AP # i 1 5- AK (5-
guanidinohydantoin, Gh) X JLFF#i 4735 d #) DNA
A G AR RE R M AR e M 25 & T IR iYL B
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i, %42 RNAPIH Rpbl W 5L rf Arg337 5451 473 1
DNA #E B R 3 A AH B A IS5, T 76 1 # 5
P FE, ORI AAAER . DNA Gl i s
WE HOBE A & M P E B 5- Rk B g e

RNAPII —» IE&#5%

==

RNAPII —>» A-#{J

o)

(5-carboxylcytosine, ScaC) 115 RNAPIIAY A iE
SEKy g4, Rpb2 WIEIEL Q513 5k3E, Frtk
WU 5caC, JFEZ sk nfE ik 7 (K1) .

% Gh AP CPD

Arg377 °°*
> : ]—»%%ﬁ_

\' ML 40 E,;‘,; CydA
RNAE AT —>
RNAPII —#> I5HLHDNA 3 SeaC —> Q513+
i B
S5E KHUBDNA  — AHERSEUBHL: 1 721k
it B 455 TR (12 4

!$ TESIHL

Fig. 1 RNAPII sensing mechanisms for the lesions/modifications

35, 37, 46-47]

El1 RNAPIRZHRGEHHE 0> 7 )
AR LI, S URSSH 4 BRI BT, AP 6 SUBAEL S I M350 (U RDNARAE | 4T (2 L ERNA,

BORLARER . WO RS

8 2 &N B 50540 CPDL AP, Gh i,
RNAPILE SR Z BIFEAG , (HA R DAgl B2 07
EXFRAT, RNAPIZZIE Lt iinfi b, I
KA ARG TR AMP F8 S ) Bl 3R 55 12 B A,
EU SR Y mRNA HOARX A0 B 6 SR, X
il 5 &5 0 1& &2 7 3 (error-prone transcriptional
bypass) #EFRIE AR (A-rule) 7 (K1) . B
(A FE TR IE Y RNA : DNA 28 A BE7E Tl 24
e I8 (hybrid binding channel) 84352 5| /™ i
FELAS , A TE 8o A Fi ififf 5% r i sk i 42 i 52 L 1
ZAUH I T E 3 nt N, YRS RS, 4%
BHEMATAT AL ] LI 2., LUE RNAPIDE 4%
BRI AR BV L X R DB AR R S R B SR
i 45 05 1) 7 A 5 ek & B 2 R A A R S A
XK e, AR S e T S
AN, ASTE A= 9 i RNAP W 3 A R g 464 Y. 5
WEpEIAR . A0 . HAZAEYIR RNAPAHLL, AT
RNAP EAT T S BB, BRI B 7E 2 it
Pikk B (F2) .

Table 2 RNAP arrest at DNA lesions "
%2 DNARRGLARNAPHHE BiER B

WERE A AHE HAE HAZEYIRNAPI
AP -/+ - + —/+
80G -+ - + -1+
80A + n.d. + +
TG + n.d. + -+
dUu - - —/+ -

RN, 2R, nd FRARERE.

2 RNAPXHAIDNARGIEENH

7E RNAP W5 #L1#) DNA fil e Z it # v, i B8
i) RNAP {5 5 2 9l sl IR 2 52 A 7 05], RNAP
AL LM AR BE A B (dissociated) B [l 9] 22 37
(backtracked) ', [%f# (degraded) ', FF5IKJG
SUEE A AR AEE .
21 HEBERNAPEEIEERF

A0 T Y myd B R SR 2 BRI R AE R
R b H g A Y B SR A8 K 1E R MIfd
(mutation frequency decline) 415 RNAP-S-NER it
Fe 50 MIfd R O 45 A e s B M BE B R B
RNAP, F FH S A B0 7%, RNAP AL DNA
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M Ef s ROk, JEHZENERBE KT, DNA
Pol 1. DNA % # i 5¢ i, DNA f i &2 = ([
2) . Mfd HA DI~D7 % ZA 45K IR . N ¥ Dla,
D2. DIb 4% UvrB (R JE 414 (UvrB homology
module, BHM), W5 UvrA M BEAEH; D4fe S
RNAP [ B E AR ; D5, D6 2 Sk Hyhk,
9K 2 Mfd 7E DNA F (97487 555 D7 5 N i AH B4

| ..

. S ¢

DNA % &fi
DNA &g

=16 ®
—

Fig.2 The Mfd—mediated mechanism of RNAP-S
repair [! 5-5¢]

E2 Mfd/r SHIRNAP-SIEEHLH 1 ¢
LI FA L - S )R 78 (D PTN EAN R & i8S =
PR MROZAGEDNAREE | O URIBEDNARE . L0
MHZLARRRNA | 8 (0 S FOR L.

M, EAFEA TSRS, R 5RNAPAHE
ERT, MfdARERRESLS & T DNABE, RIEBALH
RGP o)

“Mfd BB 7 BAY (release and catch-up
model) UEHA Mfd if LA [ 7E#R 2% 19 DNA £ RS 7
DA 2T B G SR AR A Y, A AR N SRR
B Mfd 1] Bl 25 4 T XU DNA 7 Mfd 7£ DNA 5%
3 ek B S M B A TDL, TD2 A28 48 1) iy 74
7, (Rl g . Rpgemt e, Wl 0
RNAP, Mfd4:5RNAP KA EAEA, HERE
M5 DNA 45 &PV B4 F i iUk T Mfd 5
RNAP 254, JFR 4 i a3 4T Sk
B —— IR MEd, 18 5 i 7EA RS
i RNAP {8 18 5o H D4 45 #4) 58, 5 RNAP #Y B W AH
HAER, 51 D2-D7 Ml By 5 & AR, I
TG LG T 1 7L Bl ATP K i B 15 Y E &
Mfd B RNAP fifi H A DNA B A 5, A1) 52 55
WARAE AR o, TR Mfd i #8 H BHM
SERIIR, JFAREELEA UveA MY . 4N B FRFSE
55 iE UvrA 375 3ty (1) ATP Ji§ {07 5501 1k ATP K fif, i
UviA ZRIEK 5 MId 256, IFFBEAFE L, [RAT
¥ 5E UvrB, JE i Mfd-2UvrA-UviB & &%), M)
UvrA V% ATP ik ATP /K fit, i UviBii i &
Je 5 DNA 254, RS E 2UvrA 5 Mfd [F] i fi#
By L S SR UveD Fl UveC 43 91 R 8
P05 BAAZ A BRAE AT VD 5 DNA AIVERT, HOE i Bie
[T 1 DNA B4 i Fl DNA HEHERHE 2 584 0 (E5
— 3SR, MId AT LR B AR A b Ao 5 4 Ak 1Y
RNAP, LHEEIFE 554740 RNAP (1) 2857 1717 125 8K
g oYL S, Mfd A5 9ENER AL FEIFEA
PL—Fh 5 4 07 M5 52 DNA B 7 4 24 DNA &
il S5 5 s i) RNAP A A i IR, Mfd Al i i
HE RNAP {945 457, A {5 Alf 48 J5 1% &2 1) S B 3%
Ja e, AT RRIRET , RNAP K2 EHhr
B, ML Mfd 2 Baam i s 2 | 5

DksA, DL Mfd 2000 =0, o 25 fif 25 ¥ B8 7
DNA fitfJi &b () RNAP, #1152 DNA B 14t
47 ). DksA J& H1 151 4™ 2 L 2 41 W 1 5 S R 7
HA 5% atBHE, 40 al 3 5 H3R . 4 R ERIE
45 ¥ 35 (G domain) . & H 15 € 45 #9 B (CC
domain) . C¥ih#glel ) | DksA i i3 CC &% k4 duf 7%
ARNAP R %3808 5 RNAPAHEAE, (HIEARY
WG BRI SR B W45 A ' . DksA il 5 RNAP 1)
FHHAE 575 RNAP 11 DNA 454 3238 8 Blobe/id 45
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PR AR Ak, T 5K RNAP A R&EPE = R
if, AN SE W], DksA I A 50 RNAP f4 5 F
£ 7 DksA Pl 5 RNAP [ 45 4 25 F% fIk RNAP-
DNA faEPE, A B T Br RNAP 1 2 £ 451 13 1Y
DNA H Bt, {HILaEfIFABIK RNA © DNA 244
&, RNAILH]N DNA G AES 9 > .

AT S H 5] % 1 DNA BUBE W 22 461 15
DksA [ N & A7 £ 22 %20 X JE W& R
(phleomycin) 175 % Jr j” 4= DNA A9 DSB #ii 14 ,
DksA L — Ff 98 2h 1E HI 1% J5 20 2 5 RNAP-S &
52 ') DksA F1 GreA [i] > RNAP YR 4 18 1Y 45 6
1. 5 ppGpp t4[H] "', DksA A 1 i 5 5z 813 K 1
GreA 5o 4456 RNAP YR ZLH B [ 3456 UveD (1 11]
WIVERT ). % Z5nERR (nalidixic acid, Nal) 757
A A A 0 ED A T 52 G W) 1Y DSB 4 45 K
DksA JELJHY . I DksA AMKHIT ppGpp, i
J& H #2 42 F RNAP 19 8 B {0 3F A & 4= RNA 11
fife s
2.2 UvrDEI## BRNAPHIEEEEEH

UvrD J& TR le B8 50 1, 64 = [CPH PR b
WAL FR N ERE 1 . UviD 75 DNA #5185 &
WAL, LR IG5 | S P AR 2 AR SR B g BT
ERMNER RGEMBRENF2Z—, ©HEAKET
ATP (1) it JiE TG P4 F1 A DNA 4% 3'3] 5'35512 30 (1) it e
PTG, B UveC Y15 1) DNA 51473 54 F% H R
EE 7, LI M A7 B AR R SRR 2 e 1
P 10 UviD AN —Fhie S ERIE B I+, HiES
Tiir B 0 RNAPAH EAEN], (EH LA ], ZRag4i4
L, dhmdleis g mErIHEE I .

UvtD & 1A, 2A. 1B, 2B DA K C ¥ fpl
Tudor AU ZEREEE 1 0 1A 2A BAT ATP 4567 45,
1B 5 DNAZEG4 5%, 2B 5 UviD7E DNA L AYUKS
Ao H bl & S &M S i AT BT
Y AR Y Tudor 2544, AEWS 55 RNAP #H H.AE
FH, {HIFAE EEAY S RNAP A AR S R )

UvrD Z56 T kil 1oy ki, UviD 5
NusA Hl RNAP #1 & 1 B W 1 ¥ & & W
(backtracking complex), NusA [ 45 & T A
AW ) ZE ATP KSEVER T, UviD L
R, ¥ RNAP ZEME 51 DNABEM 355
Jiml, mJEHishim e . UveD 5 DksA #l ppGpp
AIPREIFERT, A BT F RNAP AR5y, Mififie ot
UvD A 5 19 L3 4 A, O 2 8 th DNA 3 45 17
ST S A5 405 5B 4 B NER & & [ F . DNA

Pol I LT IE R 7.
23 EZWHMmCSBE HZHEN T SHRNAP-S
(3

MIfd (4 B A W [) U5 6 1 R BHILE 2R A1 B 2R
FH (Cockayne syndrome protein B, CSB), [fJFE5E
Jifi RNAP-S &5 1+ XA~ 2p g 42 Ak B4R H )
SF, YIRS, (BRI EA X%
2 l0) CSB 5 A DNA 5143 11 Vi 7 i) RNAPII
MHEAER, ek RNAPIAS i, 5% H B 5507 A
M 52 jifi RNAP-S & & i #2 ™' . CSB Jj& — Ff SWI2/
SNF2 f5 F, o X Ja £ & DNA 4K i 1 ATPase I
Aell, HAMIERMET ™) CumRE iz iR
24 3% (ubiquitin binding domains, UBD), £ #f
5t %W UBD 51z R 4567 RNAP-S B & ik 2 v
EEEENEH .

H4E, CSB 5l fEBIMR [ 1Y RNAPIIZE &,
I3 1F H CSA fE 3£ #  (CSA-interaction motif,
CIM) JHZECSA, T CSA 5 UVSSA [N it 4k ¥4
AHEAEH, MR UVSSA 52 2 B i RNAPIT
Bij, UVSSA 55558+ TFITH B 4% AH BAFE H I
SRR, FEITR I SETRYIRBE
HE (B3 B, CSB. CSA Al
UVSSA UL —Fh ip R VE FH ) 7 208 TFIH 7 5% 2
RNAPIL B AL, I Fe e 1% e A AR B AR AT . 91 4n
CSB 4 5& CSA 5 UVSSA Z [ i A HAE ], CSA
FaE UVSSA 5 TFITH 454, LIEUE TFITH /947
SE00 (E13) L8R, R R RNAPIL 2 75 5 A
DNA Az fiff 125 5 2 R ik 1T 2% S P A3 350 A7 i AN T 4
UVSSA J2&38 i:f 5 RNAPIZH B ME 45 & i 2l of 5
CSA 5 CSB 45 &5 K2 5 RNAP-S-NER i ¢, A
(EREYNT T

CSB L HES 5 5 4 (error-prone transcriptional
bypass) DNA #i{jif& & . i 14 Rad26 H i 1E F
Rad26 LA 7 4516 2 770, Rad26 /& CSB (1]
JREE P MR B MER B R, IEAEE T
SEI RNAPIDAS 2 LAgE T B8 7 7, Rad26 F1 H AR
SF 1Y Swi2/Snf2 5 % #% 0 ATP [ 45 14 5 {2 iff
RNAPIIF{4T 7 ™, RNAPIILL A #8007 =X 15 3 41
Wi, KA TR T AMP I E R H IR IR L 15
A (FE1), P2AE%78 mRNA 9 B A% A W) AR A 41
JL ) RNAP-S-NER 7% M f£ 7 22 51l ™, RNAP-S &
iRz B 2 E AR Y . e ARG CSBAY
SHBEY, Fiz ZILEF USPT 5 55k K g o i
CSB 5 H i &5 11 /o 19 45 &5, MM A 4% 1l
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RNAP-S-NER [J4E H "5 USP7 L HE ) 1 UVSSA
Y1z ZA0REAR 77, RNAPIE 3 K 1268 3 £ 1992 %
12 FH 4R 4 #F UVSSA il TFITH %} RNAPII Y 45 &
(E3), B SRz R ARMG i a— R 5 5% 3
% 1 RNAP 11 ¥ i B J& CSB SUMO (small
ubiquitin-related modifier protein, SUMO) 1k A9 i
$&, CSA Y CSBHYSUMOAL, fdiH X DNA 145
FFAEARRE, ZHE 5 F LA RNAPIAHEAEH,
e[l {i #F 78 2 RNAP-S-NER ™ . tb4h, @A H
N2 53 RNAP-S 1B 2 i, WAKTL., it
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RNA Polymerase—surveilled Mechanisms for DNA Repair”

WANG Fei-Er”, YANG Yi-Xuan™~, Morigen ™

(State Key Laboratory of Reproductive Regulation & Breeding of Grassland Livestock, School of Life Sciences,
Inner Mongolia University, Hohhot 010070, China)

Abstract Living organisms are in threats of endogenous/exogenous DNA damages. DNA damage impedes both
replication and transcription accuracy. To ensure correct replication and transcriptions, and subsequent genome
integrity and genetic stability, living organisms have evolved different mechanisms for DNA repair. This review
focused on RNA polymerase surveilled (RNAP-S) mechanisms for DNA repairs, and discussed biological
significance of the RNAP-S repairs and perspectives. RNA polymerase (RNAP) structure is a complex, being
composed of many subunits with different roles in RNAP function. RNAPII has a trigger loop (TL) and a bridge
helix (BH), these domains sense DNA lesions during transcription. RNAP stalls at the DNA damage sites to avoid
transcribing mutated mRNA, allowing the repair system to be recruited. Interestingly, Mfd and DksA dissociate
the stalled RNAP while UvrD pulls back the stalled RNAP on the template DNA to expose the lesions for
subsequent performance of lesion repairs. Similarly, the CSB protein, its ubiquitination and OGG1 mediate
RNAP-S repairs in eukaryotic cells. Most recently, it has been shown that RNAPIII is involved in homologous

recombination repair.
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