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FAR, HE, IR, eEIRERFAGHEFRREK, BRS T
AR, BB EIE K Saskatchewan K5 IR, 2011 408 A4 B R4+
BER,

#Z% (Ubiquitin, Ub) 2 —# & EMRT 6 &a (76 MNAKAR ), Lis
B TN OB FF B ALK YT A B e m, FFEEAKPRG., @id—
A B BT EAEE) B 0BG, ARk iz BLR S i A SHh, AR
Lysd8 4ki£ 4209 % Jiz & B 69 & Q4K 26S B & BRIRIEfR. 2004 4695 N R4
WEREFLERET 2EMNEIINACEZOEMBFOER Sl T ed
FEM, ME LRI Lys63 4hik 4 %2 2GR, EPTH A4 F L IN60Z
FHAMT, RA Ubcl3 e+ —@id Lys3 k2%, TE2NA, &
Lys63 44154509 2 2 Z WA B 0B A TR A TIEM, mAAHTHRELE
M, X—F A E G RERETIE, 65T ANZE2ARA LR, K
FIE ) EZME T LI LR EFTIZENTRIR G ARBG ST
MU, 4o DNA #4505, a8 e 5e . RAR LG o R N, i
it A2 E AR R PARXBEMER, WRE. WRARE, Pk, XRHFTHE
SAF CLIER AL N 0 B AR R I W Fas 5T A A AR
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. Oy 7RG DNA 45145 S #I B, B 4H B JE (proliferating cell nuclear antigen, PCNA)164 137 55 ()
W R iR I e K A — R A B2 RIS PR F B 2 ML, B DNA #5453 454 i (TLS) A
JCART Az . HAT, FIZZ160) PCNA /5 DNA B840 & sE ik, 11272 20 PCNA /i S L5 2
X — W C AT . 3 4h, PCNA (1) 164 A7 fUE RERZ 2RI/ N E (SUMO) &, M T 411 il
DNA XUEEWT R H 20 . g PCNA HH 3518100 S FL7E DNA 35305 B2 ok #E A /R ML, A Bh T34 1 f#
PCNA 7E DNA H {51 SZ AL b AEF o 3 AU 45 PCNA (318 J 42001 T 18142 S A% £ ) DNA 545 o
LA &

KRR - WTEHA AL PUR 5 BEHI A R s DNA #5325 2R
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ubiquitinated at the K164 residue, leading to two modes of DNA-damage tolerance (DDT), namely, translesion

DNA synthesis (TLS) and error-free lesion bypass. It is generally believed that monoubiquitinated PCNA promotes

TLS, whereas polyubiquitinated PCNA mediates an error-free mode of lesion bypass. In addition, PCNA can also

be sumoylated at the same K164 residue to inhibit double-strand break recombination. Understanding PCNA post-

translational modifications and their implications reveals the central role of PCNA in regulating DDT. In this review,

we describe how PCNA post-translational modifications mediate different mechanisms of DDT in response to lethal

DNA damage in eukaryotes, from yeast to human.
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HATHAN A% P (proliferating cell nuclear antigen,
PCNA) & 1978 4E7E R G M A BERIE B g
KR IFdr 4, Z G0 K I H 5 40 il DNA & ik
HYIMR, IFEAMIG I R EEA/EH . PCNA &
FK/NA 36 kDa, FZA7/E T4MUt%, GO-GI1 ik
AR RIE, G MR I, S #k 2 & 0,
G2-M HIBH 2 N B, P DLW A 8 o R .
X PCNA i 58 #G BI40GES , 2 HH T A0 48 i 14 7 v
EEEEM, S5Msafs —e et JEEE
DNA fiffifs bk =2 p e .

1714 Dy & (1) PCNA /& — /MR = 4k, 34
PCNA AR 152 B — A HOIR 25 7 3 A P9 > P 1,
PCNA HL4k N s Al C iy o B A7 — P, 3
SR A B R IELEF . PCNA (IR = AR 45 K
EE EE LR, N E & KEHE R AR,
i 1E FL AT AR PR S R R &) T 57 B L R OUR e DNA
454 M, 2007 4£, Moldovan 25 PV BF 5t R B, HE K%
Y1 g th PCNA R AE DNA & i) o g AF 5 8 2 1 {F
F, T HAE DNA 453455 3 25 38 % o A AS ] Bk i)
ERH. WFFIUER, 2 A A DNA $i47 2 7 fil UV
05 AT AR 238 B PCNA 1% 5181, I HixX Le gy
PEJE B 3 A AE PCNA [ 164 o7 55 1 i 52 B ik
% b. 2 40K PCNA V5 351405 & ik (TLS), 2L
HREZATLS BAMZY, W Poln. Poli. Polk.
Revl. Polg %5 ), PCNA # % J5 & 1fi 5 4 TLS %
A S DNA BG40 5, 0 F X AN F2 19 2 AR HL 1
HSRIEATERE, JLH X T PCNA EIRE G121 2
I DNA 353475 () Jo R 52 SE 2 e Fb o ARS8
it PCNA §H 836 J5 & 1 T A5 10— & %) DNA 2 47 i
ZHUHIEAT AN S B g .

1 DNA{HESPCNAEIE

AR L BN A FF IR W AR A IR,
5 3 H % FERUE ) DNA 4545 7, b Bl ds 4
HALZEIN R, WA e A AE AL BT 5, A Al

H 5B BRACH A SOV . — 2838 ) DNA 47
3, 40 UV- 52 82 A 57 24577 # 2> T4 DNA IEH
S, #HH DNA Joikisid 1% 4 5% -6 i 58 = il
DR s ol ) SO . FEIE RIS 0L, K25
1) DNA fe %l i V) b 45 07 A iz 2, — H DNA
A5 3 FE T 5 B0 49 1) DNA TR 7E S i &,
BoE R ER R, R AN e, B2
HRRAET.. FTCA, 4 M A LA ZH 2004k 25 ok 2
(¥ 2R Ge K BT %l DNA #5455 . 24 DNA S il {5 i
T ERIE DNA SHIIH] 56 6%, 548 7] LLH ) DNA
#1451 52 (DNA-damage tolerance, DDT) B #x Ay 5 il
Jri 18 & (DNA post-replication repair, PRR) i #%, K
B TG 32 AES 15 %3 5 B (TLS), TLS XAl
— 53R s TLS FJGES TLS. AN [E B4 i 5z AL
# #8 % 2 PCNA 2 5, PCNA A LLgiZ & (Ub) 1&
It T LAz R AR/ SUMO 21, PCNA
PIAS [FE I 32 PCNA 25 DNA A [F] 45 17 i 52
Bl B 1 RGHUESS T POCNA AR E 1S
BRI TRE.
1.1 PCNAZZIEIR

REe MU AETEZMRTNES,
EREZED R CARIEA R, S EA RSN
IR, Z5RYERKBEESESEE. 2R
H1 76 N SEER A K, AR o T K2 8.5%10°,
EERZEY RS ERS, NEHMBELRENZ ZAH
96% [IAHLME . 2 RAGRI R 5T ) — AN s B ik
F 52 R C R R sy 1 H 2 Bk EE 1A Ly
BEER MM S ERE, X-dER =50
Be b, BIFR2EA 3 MNZS 2 R W0GE E1,
ZRAG T B2 Fiz KiEamg B3, K284
REAG—EL 24 B2 24 B3, K& A
ARG E — N E R TRz w, WTbldgE
MZ B TIRIZ R 22 57, —BIANTE
Lz R P AR T R Rz R A, SR, AR
ZERERTT A, B RN
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@ —> LA A2

B ABE R A B E

I 2 BN — N2 R 25 WA W
ghip 0 R HAEZ R REF, ZERE L
) 7 AN RR (K6 K11, K27, K29, K33, K48, K63)
AT 52 REEMER, HEEMEARYT S5
HIEEW DRI AR 5 43 28 U0, B o LA 2 10
ZEBMR K48 EEN A Mz RIE, FES
H5EAMKRERIEGE. 52 K3 BNz &k
1B, AET K48 B, K63 HEfE KL HE L KA
Z 5k HE A B A R A R, R3S
FFAN A5 I
1.1.1 PCNAH.Z R4 &4

H BT ¥F 2 WF 7L £ W, PCNA 2 KLl R
DNA {7 R & B 245 5, X T DNA it Eid

O SuMO
@ Ub

HAEIPCNALNMEIH S EHINRE

FE R AWM EE R E L. PCNA HZ K& 40 R
PCNA [ 164 A7 i IR S — M2 & C i H &
BRIt e s, X—dBEFHEE2. B3EEMNESS.
YFZ Wt W], Rad6 5 Radl8 i — /N E &4t
[f] 2 5 PCNA iz & b {2 1fi. Rad6 {fF N E2 & 5
DNA it &, X —id KT E3 iz R iE#H
Rad18 "*'"!, Rad18 N i ] RING 4§ & #4) 45 7 4~ 2
%ér.g/a Rad6 ", T2 H#i T Rad18 | #) Rad6 45

45 W38 (R6BD), It 25 #4 33k bb B AR <7, 76 1% B
Rad18 A 371~410 3t 40 M LR P, 78 AR
Jitd Rad18 1 & 340~395 3L 56 4\%%@1”% 1EAK A
S, a4 N 2R i () Rad18 A Rad6 25
REfZ {7 PCNA vz # 4k . {Eid 1A Rad18 W B B34
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PCNA [ 572 A& 4h, JF HAE N I Rad6 2R
RADIS fg i PCNA 7 3 b F2 B PR AR B3 28 7,
TR TE I RS R AL 4 ie -, Rad18 #AE L
A HBE DNA, X— it F2IR AT e 2 5 DNA HUBE4h
EHIRIEE A ARPA) /S i1 10,

PCNA Z Z MM IIERG IR Z M, w2k
FIF R B (MMS). 224835 C(MMC). 23R
(HU) M ZE L (a) BE -7,8- & — 1% -9,10- 3 A ALY
(BPDE) %, i&f UV % 3 I 38 T b ws g — R Ak
(CPD) Ml 6-4 J&7=4) — 4k (6-4PP) & 24, giijg A
(W52 7380 [ R ¥ DNA 45147 th 58 15 5 PCNA
ZEAk, WAEEERE R Pold () — N 7R A
Pol32 fEfE 1IN PCNA 2 £ kK ), PCNA iZ &
ARAE A e 3 145 Ak B F 4T o+ B ARG 0 HE o P2, 0K
AT B8 B T4 B P9 A AE 1) = 2R K 1) DNA #5145
B A2 BT A 4B A T BE S5 F s R

B R R—ATUERE ™, F-REEZR
1L (DUBS) 4 & 25 R A2 4 1 IR & 3 Bz
FT, Uspl g i —ANHEM Lz R, &
1% PCNA Lz 2B ™, UV #0454 B %
&7 Uspl (7K, [RI3h0 PCNA 2 R4k B,
TEA M G0 2 i PRIE & I Uspl, PCNA 172 &
WAERELRERS N 7, FEAS BT PCNA 2 RALFESE
I HEER 2 S 80 Uspl RIZEM R, 7£ MMS 5%
MMC AbFZ0 i A R 21 Uspl fI7KF F i B,
AR AN E R A A E RIS, A AR T
W Uspl K360 PCNA (1972 RALKF 1, i i
T Uspl 194> FHABRIB T 2592 =1k, W UAF1 P,
1.1.2  PCNAZ iz Z1bi&if

PCNA Z iz R4 & K 4E7E PCNA 1) 164
P HI R R R AR 3L 1, 7F DNA B e it 52 it
V£ B 1 3 2 2 Mms2-Ubcl13-Rad5 & & ¥ 5 1)
K63 A2 Fiz Z4uE4 Y. Mms2 & Ube 25k
UEV KRR EZ M — N EE R, 5 H AL Ube &
FAA R AAE, RS 52 R E 1 ERER
TSN R EZ R AR, D s
E2 &AL HEN T K63 B £ Kz RILE
i B, Ubel3 A& M —— A~ 2 /T A 5 PCNA (1)
K63 iz ZALBH N B2, {58 (ST 5 UEV
ff12 5 ), Rad5 J& T- SWI/SNF #8 K 5, =& %
RING Z5#3/) E3, 2 5 PCNA £3Z LI A& B,
7t PCNA £ iz & 12 1fi it #2 7, Rad6-Rad18 Fll
Mms2-Ubc13-Rad5 BN Z A& & b ), 1X—W
A A AT IR R RE AT BUE B . 7E DNA $5i4%

UL, B8 Rad6 3R IA A4 PCNA HiZ &R
K-F i H 52 PCNA 1 22 &= 4K . 7R B B
UBC13. MMS2 8¢ RADS5 SR [ 5878 & 5, DNA i
155 25 W) b B A BB 1 5 PCNA 232 24k, 1l PCNA
Lz AR AR P,
1.2 PCNARISUMO1L &

SUMO &5z #E U/ hEas T, SZ5A
A 18% IR E, 75 = g 450 i & B R
ZYELE ). SUMO il i SUMO 148 i e A% e ) &
RS M. 45892, SUMO Akt 7 8 4k i SUMO
BOE RS E1B0E, 285 74 2] SUMO 4545 B E2 (Ubc9)
b, BJE7E SUMO %4 E3 125, SUMO 4
T M Ubc9 ¥ 5 2 M) o T L P 53z KA,
SUMO 1 /2 3% 2 Bl i 9 43 1 1 6 = e ok ik | BT,
BHRHAZHEORBERLRE, eSS 54005
FUH AL R, et~ Mgk, il
ToRIER [ B e 2% B,

7EREREG, PCNA ff] SUMO W& & A= 48 127
F 164 £ 5T IR IR, a0 A AL S A IR AR
i) PCNA T3 4 SUMO Fr g4 . PCNA A
B SUMO &1 (1) 127 457 15 F 5 =0 IR A& — N i 7K Bk
5, v AR PCNA ; #iEE2 N, PCNA
(17 164 {7 SR R 2 2 LRI A, AHEE
Wz EAE RS B SUMO 1&45, T 3% i 77 76
TRERERI AL s an b B PCNA sk A 5 = 5%
IR GE /RS DNA, 127 F1 164 53X P57 A #B
AL TERARGE R BIMU Y, 127 f7 S A7 T PCNA |
R FARIIE L, XIS R A BT 45
/ﬁ\ﬁ 9\% [42-43] 3

AR FEEAE R Uiz RAE I SUMO {18
Wik o< & ", 78 PCNA &4 FE b, 31X P A & 1
H R B[R — A SRR, B DA A XA
— MBI . 7E PCNA [ 164 £ 55 1 8 2 1R A7 &
SUMO 1k A& 4 /2 72 & A AB M 1 5 4 4 il [ &% 290,
PCNA [f] SUMO 1L A& i A 51 PCNA [1)iZ R 1L
B4, T R A b T R4z
AL A SUMO b # & — A a0 i 72 B, H 1R
i 2 (00 U 1 B TR A B B 2 & AL A SUMO
b, WYz EAAE AT SUMO 44 & M 1 3 Ak B 1
TEAMB AT V2 AR, AR RATE— P .

PCNA [f] SUMO A 1 4 [7] J5 B 4H . 7E B%
B, SUMO 1k ) PCNA i3 Srs2 C i) 5 SUMO
2k L5 1 45 P 3 55 Ses2, SRS, Srs2 3 i 0
Rad51 [ Th 68 P AR 41 i A [R5 Al AR . i 2R 7E
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RADIS" [ 4l il & vf R IE W A 164 47 £ 5 42 1)
PCNA, 7t /& 75 HEBR PCNA 2 KL I TB T,
PCNA ANEE#E SUMO b &M, 238 hnd i - i ol
Wrzd B9, Fik PCNA-SUMO ft-& 24 [ [F) A th RE %
Hit) BT DNA 45345 52 il 45 5 51 /& 1Y) DNA XUEE W7
24, M\ 0 ) R R 4L, Br B, PCNA #
SUMO A A& i == T2 2 38 1o 100 1) A o0 22 g ) i e 4 R
TREFIE R R e 1

2 PCNAHTZLEDNAERGE R (TLS)HL
#l 9 B1EH

Y AE e R L R A R e e AR P L — &R
HIKE % 1) DNA 51451 SZ AL, X Fp L] A 21
SR DNA (4545 67 21, 1T 5 5 2 493 7 £ 58
FEEAS DNA Sl 7R IR PP A e 32 ZE4E F 102
— PR BRI B A e, B) DNA B84 4 % (TLS) &
Erlg, B AL LA ) DNA AR B & B DNA {§
DNA 5 #i| 4k 8 347 P2, TLS B4 Bl 3 i 1776 T 5
UL B, 3 HEA — s B

BAR AL By X RN R A BRI SRR R (117
bR A/ S DNA BS540 &k B, (HR R
M TLS RAMR T Y KRR G . X554 H
DNA AR 1SR ARG FE 4%, AT BARAAR £ 1) DNA Ny
B, PR35 10 555 TR AN - A% 7 R 1 DNA & il 4%
SRIHAT, SR, IXPRERELD 35 AN EE RS I, DR,
DNA S il (IR EAPEIRAG, KA KT DNA & il i
FINFAR AT P, DNA BEH A0 A O S0
WORSER, BRI, PR
EFNIEFEF, TLS REBF R EMEAL, M7
AT 506 A B NI LA — e 1 G s, BN
SR L 55 2 S5 4k S 4 A B2,

7t DNA fi {5155 F, 1E% 1 DNA A EEA
RE 5T & DNA Fi 4 kb I & i), T 52 1) A5 g 7 4%
i i 55, PCNA [ 164 {7 54 461 % FR 7F Rad6-Rad18
SEYINER Fo sz 2. PCNA @Iz 21k
BT TLS &l 5 2 H 1R & i, FIH
TLS KA BEG D> 3'—5" SMIIEEE PR, 6 A%
R DNA & kst r Ve X —id 2 e TLS &
G 5 R EMESMBECEE, ZRMAM
PCNA 5 TLS R&BEA e, Eefsis
B AL, HRTA LA I R AN 0 7L 30 4 48 i 1)
TLS T4 M bl I I 4k BARTE 78, A4 Poln. Revl,
Pol(. Polk. Polu B, i S {5 EL 1 1) 58 & i 7T LA
PLEE 2 (1) DNA AR 31T DNA A %, £ DNA &

O AR S A B EAR G . ARG A
[ TLS REMZ 585, ARK TLS K& 8 H
AR EEARKXA, 4 Poln fEEEL UV 5 =
A2 1 i i s g SRR OR LR R, AL Z T Poll
Xt T [Fl B DNA #5145 2 5] AT Z (5848 B, 7
AL, Revl. Poln. Polk. Polt #fiE 5=
ZALI PCNA Jt5g fir ),

IR L Eh M0 4n i b R BLIUAS Y KR R A i,
40, Poln. Polk. Polu il Revl. R H N AY
F A, E) Rad30 (Poln) F1 Revl 7, 7Eix it
REMHHA — NN 5z R4 61408
UBM 5 UBZ, LL{f 5iZ % 1L PCNA 45 & .
Poln. Polk. PoliiX 3 /M & M #4 5 PCNA 45
A1 PIP 45 F4s 1 5 Revl 454 1) RIR 45 #g dsg 100491,
Revl U@ C o 5 HAM RS ELE S . B2 &
Gt iEoR TLS AR IS, B 3 MATEAFTE
MR TLS BAMHIER S T, Rl HE—
Flt TLS KA -

2.1 Poly

Poln £ B h#7 )y Rad30, 76 N 40 h 3 FR A
XPV. WH LKA #4551 DNA BT, B 7E DNA
SRR P AR A 10°~107 FRAER B, (HE el
AL 15 R R UV 453407 385 ) B T s g — SR A
(CPDY™7™", 3% 3= B[R e AR Bk 1 20 45 W A o K )
2 () Be % 25 G e IRAR, SRS AR LA B AR
JIRIEENS (A)o FEM LA A ML FIEE BE 1, Poln iL B
THE T 1 20 M 15 B 8-0x0-G A5 2K AL, - {# DNA &
BGRR e U7 g PR A SZIGHE TR, Poln 11
HIX AR BB R85 T, Poln L REE
8 m6G " AT B Vb R AT K GpG 545 2K
Ry U7 g HLLE I L 3h A 40 B P Poln W] LLJE A b
5 GpG #1288 . #R1fi, XFF BPDE -dG i3
B, FEAR AR SEEG 1 Poln B4R Z) N R 1K G B A
SREMRIER CU, XK N SE6 15 3] — B 45
B WURE N R Poln, U4 KK BRI 4D
tr i T TLS f& 5 BPDE-dG #5372 A= i i 5 A 2 7,

1 Poln FHIRZSMEA T ESE TLS &
&, 1£ Poln M) N i 5 — AN R ARSI ™, 1
SR CmfA — N HEZ RGN UBZ &5/, ©1E
Poln 51z Z A1) PCNA AH B {E FH B e 3 3= 214
F ), 75 Poln ERILT Bi~5 Revl 45 & 14513,
53 Bl /& 509~557 47 F1 369~491 {7 & He @R . 7F
Poln 1) C 3 4 77 £ 5 PCNA #H H.{E FH f¥] PIP 45 4
B, JE kAR UBZ 45 #3813 ORI — /24
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1 715
T —— | e O
1 870
Polk o h—<>—*+_‘_’_x_
1 A 1251
Revl == 0
1 3130
O momuis <O Reviziauibust () ez
X eesitgs A revaiasiis () usm
O BRCeTZikE @D Pol. Poli. Polic. Rev7%ierai ik
E2 TLSEAMEHWRER
TLS
Poln AA
TT > TT @ ok
Poln. Polu. Polk+ Revl ‘s
Y 5558 A W +PolC i (
*r * kG

B3 Bifhe

PIP (&5 ks, JF HAEW A, XA
AE Poln 25 TLS 450 1w mEMER @, £
— 6 DNA 51515 0L Poln # 324 2 F 5 6r 5, =
B T2 52 &1L PCNA A B s B, i
AT, PCNA i FALLE Poln R R £ £ (nuclear
foci) I FE P AR R HE, HARLFHE™. &4
UBZ (H650A. C635A) 53451 Poln kAR BEWS R 56
5, B2 H UBZ (D652A. H654A. F655A) 58747
1) Poln DHREAUIH 2% 1, ARA T e 5 X LAy s 52
i) f) AN X A2 Poln ) UBZ 45 #4455 ¥y Th g, iE 5 i

—— -

BREE

|23

Poln [ H A hBE .
2.2 Revl

MR BE 2 AL S 4l i, Revl 78BS Hif51&
B S E R HiER OB RSN,
Revl A RABEIE M, FTLATE G 5445 7 S0 T
A C, Ak, & XFH dCMP # #2 i ™. Revl
T AR & AL T, & & C i P GE E X i A
dCMP ™, JERAEEE R, X FHETEC IS B K S 2
Revl H & 451 EIRS R, #4E N B8 L I A 2
PR DNA XU E (5 2E B AN, /2 M Revl H &
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ZPCNAFH B J5E 1211145 DN A SR A% i 32 AL 1149

IR R IR A & ®. Revl iF BE % 70 Bl JE kO 1 17 2
Tl B PR I o T e R — M N dCMP, {H B A
E1EHE CPD Fl 6-4 /=4 — T AR PO,

Revl £ 5 TLS i I% Fl Revl 4% £ [ 45 ¥ % 1)
FHIE, 7E Revl 1) N i ff — 4> BRCT g5, x4
SERIIRAE Rev] $i iy 20 i 40 P4 R 3G i 98 48 22 07 Tl e
REZERER " WA T, Revl 5
PCNA 1 H.{F I th A2 il i X A s e il ™ 4R
M, TERERFRA PR E A, — R 2 S5
FLE AN —REE T BRCT 45 Myl S O
i —FRiiA NS iE T Revl [ PAD 45 3/ 5 1) P9,
7f Revl LA WA~ UBM 45 #4%, H UBM2 F %
%5 Revl fIiZ 4k PCNA AHEAEF . 5 Poly
J5el, Revl 5z & 4k i) PCNA 3% F1 4 bb B 4 7Y
PCNA & 10 {524 ™. T Em C 56 100 Mk
PR e 6% 45 & JoAth TLS 248§, Qi Poln. Poli, Polk
LSz Polg A M HH K11 15 7 5 Rev7 170 R 1,
Revl 7E R & 5L id FE bR BIHEZE /R 7. Revl
5z FALH PCNA BIAH AR FIAE Revl R4
(foci) I F Fh B SCHE E, [RONTE UV 4 I L~
Revl JEMRRSE SKHT UBM gl ™,

TE4HAE R Revl B @I TLS J8 ok 4 F7 5 [A]
HFaEtt, HET 5 Poll LREH ST NE L
B R S M R gA8 . it ;i L RNA $ AR BEAK
Revl )3k 4%/ UV A BPDE % S f1#1 6-TG ]
AR P S 1L, X R R B A 2R, A
MMS. UV Fl 4- i BEmEm -1- A4 (4-NQO), Revl
RIS EAR, MEEEI B ARG P %t
T UV #5258, Poln B H L4 & H ThRE, A7
XPV i, 4ifiEA Revl fK#iH) 54 TLS (25
Ihag Y,

2.3 Poh

Polv H ARAFE T JEAZ A EERE A, ek AR
HtFE R R S, (B E R Poln 2540,
i 4 T P Hh 5 ik CPD 4 {75 3528 11 Polu (g
N v A 5 HAh Y G085 586 B AR DA %) 58 A5 iy &5 g 4k
MBS, BF—PIPEHIRAEE S
PCNA #H HAEFH U, 78 C 3464 P > UBM 45 #)
AR i 512 Z AL PCNA A EAER . Pol
TE RS L 3 0 4 B o 4 e SR B A 1B S TLS /A
Filg. 405 DL T 8K, Polu 7E & i it F% v in A
dGMP Lt fin N\ dAMP [fIHE2E &1 3~10 £, 1ff HAS A
FEAMERAGEAMEA Y ZRREAE, © LSRR
bR Lt DA g AR A o e R v U R

Polu A& % DL 1 #h (1) DNA Ay A5 AR B8 2 Bl 2k Bk 2% 1)
DNA YBCH AL TR, 11 6-4 J67 4 — TR A
FE Gk K SR A U Polu 7 4 NI 5 I %
HIEMIhEE, BT LA Polu 7547 1 Th AE I 75 2 Pol 1)
AR U,

1E UV Hi475 16 3L T, Polu A% 5 DNA & i 5
HiR N2 DNA i pg MY et R AR
% K 3% 5 i Poly ¥ 48 55 A1 425, 1 Polu 7] B &5
Revl (1) C uiy #H B AE H, 75 UV 45 £ & Pol 5
Revl 3t 5E 7 7, Polu th o] DL i fif 5F ) PIP 45 #4
I 5 PCNA A HAFF "™, 5554 /4 PCNA A L,
Polt 572 LI PCNA A B m s Ak, 1XiEF 3
H 5/ UBM 45iik. 7€ UV #5150 F, UBM %
A% [f] Polu AN E BR PCNA 35 £, 78 XPV 41 g 1,
W EFE Poly, UM S &1 UV A%, ik
Ut Polhv 25 H GRS TLS il . Polu st BEfE 5
A AL 72 W) 8-0x0-dG 1 2 i 5 A il L P (1) — A,
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