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Abstract: DNA polymerase 6 (POLQ), a critical member of the DNA polymerase family, Tt plays a key role in the dou-
ble strand breaks (DSB) repair mediated by microhomology—mediated end—joining (MMEJ). Early studies indicate that
POLQ exerts essential biological functions by maintaining genomic stability and suppressing mutagenesis. Its aberrant over-
expression in various cancers is closely associated with tumor cell proliferation, apoptosis, radiosensitivity, and drug resis-
tance. Small-molecule inhibitors targeting POLQ have emerged as promising tools, offering novel therapeutic strategies for
cancer treatment. This review summarizes the biological characteristics of POLQ, its mechanisms in tumorigenesis and pro-
gression, and recent advances in small-molecule inhibitors, providing a theoretical foundation for understanding tumor
pathogenesis, prognosis, and developing more effective therapies.
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1 POLQERFMAMLEH

DNA H 41 0(DNA polymerase theta, POLQ/Pol0)
JEDNA R A FE 5L Z—, T 1990 A9 4 0
AN 8P DNA R AW . % R 2 590 M2 H ety
i, X 43T R 294 290 kDa, Hig i 5L 8 5 6 T
POLQ cDNA. POLQ HA MUR¢ (1) 45 H4 F#1E , f 45 —

ATPf# e B 45 3,

NT DEAH 816-868

LAY £ R
RA1-894a0) — R (8951 191 aa) (k1 792-2 590 aa

AN N 2R B () ATP fife fig Tl 45 #4 5 .— A~ ZI e v oK DTy
) RO 43 B 5 R R — A~ € 2R 05 (8 DN A SR & il &5
P, HAE YR v S OB A B DNA R &
B A7 5 22 59, 02 H Al B ME— 5 IR e i 45 7
BR G = 3° -5 A% R 1 VI B % PE 19 A% DNA R &
it 2 (1),

T A W45 F
DNAR & 41 k) |

AZK I B R 25 45

[

Polf

firliEmsC RADS 14541 s

RADS 145 G0 s

ToiEPE3-5" AR IHAR2 I3
IR AN
P45 R Ak

il

M1 POLQARZ#MTEH
Fig. 1 The structure of POLQ gene

2 POLQEEREEAHAPHRIEZENR
AH S 5% 38 1 39 2 5t R A% XU N (reverse

transcription polymerase chain reaction, RT-PCR) .
Northern E[1 38 2% 22 ( Northern blotting ) }2 £5 H Jit % ¥
E[1 375 (Western blotting) 543 #7"' %& i, POLQ 7 4] %
R g B LR R JLTFIE it B & A & ol B
A ) 5 B A, AR SR LA Gl H SRR KR B
o [HAFTER AR TE RS I i 8 A
FLIR IR B 59 R 4210, POLQ Y2 Ik 7KF- ]tk
Tk, AR /N B G kR 5 S I 2H
ZUP ARG B FRIED RS T i o e ]
FRIRTE R 817553 HT (gene expression profiling inter-
active analysis, GEPIA ) % 3l i) 75 28 43 B it — 2 15 3]
Bk, SR, A POLQ T &R 3k I 20 2UH S AL
S B R A FLIX S ] 2 A A8 XU 200 5 251K
T POLQ R RB R AT il 4548 1 . X — R K],
POLQ H 357K 55 5 e 41 2L 98 28 XU I TG B2
MM . T EE RIS, 44 JEA POLQ R IA A4
ZUR B W R RIB AR O, W AT RE4R 7R i A AU
U B A 1 AU

3 POLQEEEDNA#HGEE

N T AR RE N BIRSE P, S22 DNA B 52 &
SR T X Z2 R 2 DNA 5457 , 33k LEAL I AR
>4 DNA i 473 )i;  (DNA damage response , DDR)'',
DNA $i 15 3= 22 i 22 0[] 51 R A0 5 D9 38 2R [
J L QAR AR A R M R SR A K AL BE R
P AR 22 T RES A2 240 DNA B8 i . DNA Y
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P 005 28 B 32 A0 AR B AL 4545\ DNA 4[] 52 Bk (inter-
strand cross link, ICL) | ¥ 5% W7 4% (single strand
break , SSB) M XU Wi %4 (double strand breaks, DSB) .

DSB 2 4 il e ™ B (1) DNA $5 4526 51, ] 3 1o
AE PR AT . NENE LB &R T
%@Tﬁﬁ?ﬁiéﬂ(homologous recombination, HR) .4F
[i5] Y5 K 3ty 3% $% (non—homologous end—joining, NHE])
K A3 R) Y A ity 7% $% (microhomology—mediated end—
joining,MME])%@f[s]o

H A& P G o R 1 28 1 (chromosome aberrations
occurring spontaneously 1, Chaos1) 42 i 13 Xf & {6 {4
ANKRE PR 572 Vi 1 4 5 WY B PE 97, AT 3 3 A R
RIS K 22 355 %5 F R WOAZ R . W9 R,
Chaos1 5 A28 4t (0 14 3q13.31 (POLQ & K fT 76 iz
) BAT R, — 3 15 DNA 450518 = AL % 1)
S . R/ B R 40 P R POLQ & A T S 805
Chaos 1 AH 7] 1) R RVRRAE | 32 Mk Y € (A Wy 24 1A 22
SrASEE S BEAl 24 POLQ Bl 2% (Y 1E H 41 21 sk i
I 20 I R i T A S A A 0 B R SR AN IR R
I, 5 AR KU S 2 1 n 7 PRt 4D POLQ AT
AE T8 7 1 DNA XUEE K 224 5 | S ) 2 R A AN ES € 1
I P A SR Al 15 18 A% 15 B AR E 1, LD BE Bk
A iR A4 G H 2 AR B2 DNA XUEE W7 24955 5 245 9)
(B o £ BT IR, POLQ 78 3 X 41 B M 44t 45
HORFESCHEAE T, R B SR ] S B DNA B2 B G
EEE Iyt G

DSB &5 s 23 3 BUE H 2L Ak =, i
- F4JL DNA B il 55 i 7, de 2 A Al Fg 25 0
A" . W T POLQ B Z A3 vE 1k, HA A B
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DSB I ICL A XUEE P , PR UG RE 8% 76 AR o 4 2 2o 72
55 o T 3 (apurinic/apyrimidinic , AP) {37 5 F1 i
JUiR 1 IE 5 (thymine glycol, Tg) , 31 H. 24 DNA 115
LTI IR X Z SN, BEAE A 3 W 2% FLEE DNA R AR
BYIR KO ik B POLQ 78 4 45 3 PR 4 58 3% 1k
FNBTS 11 PR 58728 5 T A 4546 AR

POLQ JE[RZ MME] &2 DSB 1) JCA 500 1,
HABE S EA G, S BUE B AT S sk
I8 e DR 2 o Chnsiphes 5 55 ) | 3X 46 5 AT e
eI AL . WFSERWT, 24 NHEJ FITHR 842
WA RERE AT, POLQ 235 L IF 5] 5 DSB B &
M 10 RA T 0 AT 1A i 1% 52 (polymerase theta—me-
diated end joining, TME] )iz A28 5, DI 4E4p 5L N 241
M E ", HR B B & A2 32 B0 1) 41 i W] B
POLQ 413 1Y MMEJ R 4E 5 20 ML A7 , 1 11 By 1k 3 1]
HE— BRI, POLQ S A Ry 2 HR 1B
IR TETE T A /B 5]

4 POLQEEL5phE

41 POLQERESMELE

TER ZHAR AR P IR v, P (4 & A= 5 DNA
PO VIA DG . DNA 1405 W] S BOCHH 14504 5
B ok e Tk U 1 5] R A OC A P2 T R

ZIRFFEFR W, POLQ J&—FP Sl A% 1F 2R A
5 RZHERA AR, POLQ AEM# L H4% DNA (sin-
gle—stranded DNA, ssDNA) A H & 75 I 9 19 4E
it POLQ 5 G BR AR 11 AR 20 i 5 A8 R St 5
VIR SE . POLQ JE A (1) 4 92 K1k i 8l 1 22 1t
FEU,POLQ HA = AR KA % DNA &
BCRE T REERE RIS T S 5 DSBEE 1, BARX
PRI AR R AR e 25 T P B R DNA & il
H AN SR AEASTE 2 A B 25 95 S T B L AT e s
B ERA IR IR LAY AN MME] i 12 1&
52 DSB Y S HERUN F , POLQ 78 22 Fh i v S5 5
Fik, POLQ M5 DNA &4 3L (41 BRCA1/2 4%
JiE SR BN R (R 2 AT 7 A 5 BUEBE (synthetic le-
thality, SL)ZZR ", PRI, POLQ 7E DNA #1736 & Ail
Y Fp SR A R kb R A CEEE

POLQ SE R ] G i 4 1 24 DNA (1) i 2 5
DSB B & i B2 , I O AR iF 2 — & DSB 45 1%
BEFE A REHE . Fi, POLQ 7 i 41
2L ) B A P RE SN B UG AR G, LI AT e

K PAF 751 - (1) POLQ & (X RE 6% 15 88 AP o7 5 Fl Tg
SEWOI L A5 (2) H A AR L R B DNA B &2
R HIAZMRAR ; (3)FERH 2 5504 T ) DNA
A BT B AT BE AR 2 I AR RN, DA G 0 g
i A ZR AR R0

POLQ 35 55 (AL FE B R 5578 = 21K ) ]
PR A ATE MR . R, POLQ JE R Y 3%
TRV I Je 240 JEL %) A ) 2 R B VAR G, 7T R
TN PRV TR S AT
42 POLQERE5MEATr

YEA TME] 3842 1) 45 F -, POLQ 7E4F 5E
AU i JeE 1 A A7 NG B h A R SRR .l x)
Z 5 DNA #7318 &2 1) L A 647 T 671N RNA (small
interfering RNA , siRNA) i & , AU Al B8 5 g g 1
Jom g s S R 4 SR PR, F 5 & R POLQ 7 IE &
AU F 3R KO BAIG, (H7E DNA & 52 Bl [ 784 i 73
(U HR S pa R i ) i 2 m R I8 . X PRIk FE
AR A X POLQ #1 1) 2 B0+ el 1y gl Jgeit , A ™
He A REERN . POLQ J& A ik ]t 25 4 &2
TR Y58 e 2 A4 A 3R XTSRRI BBURR T L O g1 =
Z PP DNA F 52580, %) 1E 5 A 2 4f LA = A
MY XK B & POLQ A1 34 A i ggg ik
SO AL T — 2 BB K , #8577 POLQ 1E
R IR TR YT R S A S AT TE AN

Ray 28 " 53 UE S, POLQ HE R AR 525 S 3R A
YIAFEE K DSB REL, [Al i #5717 POLQ 728 5744 1 41
JtL X DNA 45 43 701 CAARFE 0 1 55 ) B0 PR 1G5 . Tl
POLQ B[ Y i3 21 i X DNA 4514557 (CUn2 Bl
RM2HNERCH) W RGN, X ebsh
R, 5 0E AH DG IS S 2 R B P A AN ARUE T
POLQ JE [A] 1% 75 5 38 1) 5% W) DNA & 52 TR , #F 1 Al
RESZ MR AE IR YT o
42.1 POLQ S5BRPRE MR 24 M (pancreatic
ductal adenocarcinoma, PDAC ) J2&— WP 72 B 1 =5
(4 bR , T 209%~25% (14 (91 A7 7E HR {8 5 5 i
PZeAE™®) WF5E R, HR G 235 5 POLQ AY S
R 23R B E DG, H POLQ 33 235 #2278 PDAC H 3 1l
JEA R o HET GEPIA %4l 4 1 52 B 2o Hr it — 20
WS, POLQ Y ERIA K F- AT/ PDAC Y2 37 s A
22, fE RN HR BFE Y PDAC BRIk
POLQ JE [ % #7417 BRCA1/2 45 HR JE P 28 78 J Hh %
25 B 40 1L B 9K AE 58 78 B[] (ataxia—telangiecta-
sia mutated , ATM ) Bit f AR 7Y 227 7= A I 35 19 5 W ESE
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B AR, — T4 X BRCA2 BB /N B PDAC AR
R AR N BIFFE B , B POLQ AT M4 58 HR Bl i
57 4 M v I A P T G, IS T 2R SR R 1 34
IR GMP-AMP & it — 1] 15 4 (cyclic GMP-AMP syn-
thase—stimulator of interferon genes, cGAS-STING ) {5
5 (R IR cGAS BH P 1) F1 2 J STING i
B R S ), 1 T BGRB8 v TR £k CD4 A
CDS* T 4 AT 22 S G 8 s 7 A i 25 R )
SR, POLQ %E F & MME] 3 % 1 ¢ 8
J5, % BRCA1/2 Bff % PDAC i DSB& 5B 2 e %,
—J7 1, POLQ W75 & & UEAEAN , L3 A
i S8 48 B 5 55 — 5 T, A0 ) POLQ fE B0 cGAS-
STING {55 7380 4%, 338 5 ol R Gy v i), 28 7 8 v 9
XoF s S A A o U0 ) ) A AR ok B R BRIE B
POLQ £ [K A] i A 1477 HR Bk b 50 B B 08 () — A
TSR 5, AT oM FF & DNA 350506 52 9 il 50 45 e e
AT AT IR T SR 3A YT HR b 7 Jo A S 4t
FSAKE
422 POLQ 54 EHBE 45 AW (colorectal
cancer, CRC) &2 BR B¢ o WL A X8 b Jsd 2 — o i
Al CRC S8 1 IR K e 4 80 B i 55 1E H A1 21
DNA 235 00 , & P POLQ 1£ CRC fif i 40 4 52
FFIA , HIFR KK B SR A A5 TG R 2
JA I oG . WEFEPT oK, R POLQ 1l g 2 %
ik CRC 4 f 3558 ERE AR 28R T . LA, POLQ
FIR KA BE R IR CRC A8 35 X O 14 i At 245
PRS00 DR, HE POLQ ATAE 520 CRC 3 AVA
AAF R A S T
423 POLQ 5#BRE —uWiFrlism R ig
I PR B8 Ak 5 e B 371 35 PR 39 308 11 [l i A ol o 12 I
7, POLQ 2235 7K F- 5 ZL R 98 19 1 PR s #E S 500
A, fEMIRE AL POLQ B ik, H 5 AR
Je YA o BT ST S, POLQ 26 (K] i 2% 7] 4
e Jih T8 A A A S S AR | T E R 4L SUTE A (B
M, 3 75 POLQ 3 K 7] 8 J A i EL Vs o 4 e i
JPHE N . AN, BFSE & B POLQ J& BRCA 172 B 40
Ji B I ECAEHE A5, T BRCA1/2 2[R PR 15 52 DSB Al
P4 52 il SURG e P i B S R B B . B
POLQ W REAEFLARIE 67 P R ZAE M .
W5 POLQ 78 BRCA 1/2 ' A= 75 A1 58 A% 104 L i 48 41 i
HF mRNA A5 00, & B POLQ /& 7635 Hu & mT BE
22 I 4 0 R B R T RO X I R S R
BRCA B4 W MMARORS v 7 #4724 >
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4.2.4 POLQ ShfifE il i Ji ik 22 X 20 P13 (The
Cancer Genome Atlas, TCGA ) 545 3¢ 12 G 9% 40 211k
250 0T, % BE POLQ 78 i i 982 (lung adenocarcinoma,,
LAC) H E B mRNA R F RSP 9 e 25w ik, HLAE
3G LAC HRIKIKF I 5 (P=0.0427) . #E—B50 4T
W, POLQ 634 5 LAC (1 M 30135 5143 01 o 5
75471 a7 (tumor mutation burden, TMB ) ¥4 /il K 22 52 12/
IR R TR I 4 (Polo-like kinase 4,PLK4)id ik
Vo b AR 8 3 DA OC , $2 78 POLQ i 3k 7l
AEZ 5 LAC HBMERE D Ak, 7 AR /N4 i il s
(non—small cell lung cancer, NSCLC) "', POLQ ) 5%
iR 8 5 W T O B O RTRE L TMB 3 &
[B] A2 P4 9k B 983 4 B (anaplastic lymphoma kinase,
ALK) A1 88 2 4 p53 (tumor proteinp53, TP53) &
GEARMRAS A o (AR TE RS2 , U o i 98 40
Jl & Hh POLQ K 3A 7K1 W I v T 7 AR AU A . AL
WFFE W], POLQ R RETH id SE K DNA 5 iU /47 22
G124 (G/M) B (345 DNA 1509318 52 RE s 3 il
R SR S AR 200 T, DT 2 2 P TR 0 L R e
Mo k265 Bk B ) POLQ LA4R i NSCLC BURHAYT
TR E SR A TV TE I BRI AR
425 POLQ 500 & R EE N A 7 Hr #F
g5 I R, POLQ 7E 7] I 5 2H 8t [ (homologous re-
combination deficiency, HRD) 7 B[ 5 9 55 fij g v 5t
P m Ak, Hd Ak ml i T4 DNA B 5 i
SRS AN M AE T 2D HLRI A S R
POLQ H 5 i Ik BRIl 53 1 ) RADS 1A% 5
PIIE I, T BELAS HR 45319 DNA it 18 5 ik 42
X K BRA B T POLQ 38 i 45 9T HR 38 8
DNA & (L, 54 HRD B fiogs (1) $E ) 367 5
AR AL T A B LA

H T I A7 2 A ST e ) B R Pk R — .
DNA fiff i€ i 1 DNA 58 G i 7E 4 5 35k X 20 £ 0 1k U7
T 181 4 T A D i 5 PR 2 ) A 1 2 Ty e
TG R o 2 TG RIS Bl 72 e B
POLQ i 3k 5 B A RIS e 5872 | i 73 3
K T2 Kk HEAF M (recurrence—free survival , RFS) 4658
WEAHIC . DR, g 490 ) e 5 4 L P POLQ Y 3R
3K, ] B 1 S BEL BT 40 M DN A 45305 18 52 B g T ik
BEVES S LU T, WX I H A sk, |
BT, Xk PO fifp e T 45 A J8F 58 5 W45 ) Sl )
SEPEM ] (POLQ inhibitor, POLQ1) B8 N % , 1
A EFEME S 5 BRCA BE PR G e 2 g 4 i . SR,
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POLQ 7 DNA 45 £33 5728 Hh ARG 8 731 AL i AT A7 155 )
B, POLQi 5 BRCA ik i3 22 8] (14 5 iU ECHE B0 AL
Wits PE— 2B A5
4.3 POLQ/N3FHIHIFI

SL 28 P R ZaE P 1Y) 5 PR B 7 [) — 4t
o ] I B R S AR M AE T R IR T AR —
B DR By 5 A8 I 5 X5 A S e 4 L P A7 o SL e
Y R A B HR A SCHE ] (4 BRCA1/2)
574 14D e R 6T 22 5 R T IR A W R Tl A+ 71
[Poly(ADP—ribose) polymerase inhibitor, PARPi | &
A e BT X — R I B2 HE T PARPI
[ A B R F] Colaparib) JEFLPAF] (niraparib) 1A
PR B A R A e 96 A8 1] 3 7 40 ) B
PR

BT MESCHIE I & 19 DDR L1 254, 38 o
TR A e o S A8 2 b R O BEE AT B
T k8 200 1) DNA 451508 52 DB, DT 75 5 8 4
URE S EE T AR FIBLE AT B vE & PARP 25 1
38 1o B, 3 V) B 15 & (base excision repair, BER) 5§
NHEJ i 22 5 DNA (¥ SSB & &', ¢ HRD % fif
S, PARPI o BT BER JHL %, 5 HR G TE A
ICECIE RN , 3 B SSB A& 52 B 15 1 % 1k S BaE 1k
DSB S, e 475 g i L g 120, R4 PAR-
Pi £ BRCA SR FE B 67 P 2 U 37 23, B
I PR TS 245 30 52 1) i 00 1 ki B i BOE

ERENIUEIER7) N

P HAESE 2 2 HR . BER 8% NHEJ i& 12
Z P, DNA 3445 5% 17 38 i TME) i 2 T8 & .
H T TMEJ i& 42 BA I Or BV Ho Bk = 23 D, A
HWzE 2 it Bt &y 7= AR 1% . 7E BRCA1/2 58 HRD
Jifgga v, i HR G O TS | 20 0 B AR TME] 3%
155 DSB, MM 52 TME] 45 5 1Pk 2 A8 A (ANt
[ VA0 3 e S AR TR A AR ) ) B 2 R (A
19 B2, POLQ # ] AT 25 14 5 HRD iy 241 e
ST AT 25 ) 5L PARPI B BURPE™, X — & B
AIESE T POLQ 5 HR BB 2 (8] 4776 A e
HAEH 457 T HAE HR B fa 40 b 5 PARP 4]
HAT YRR o LTSRS 81, S 1] 1 ) POLQ
A A 2k BEL LT o3 40 L £ DNA 45300346 52 g g, DA T 6
BEA S IR T, BT POLQ 78 1E % 4140
1 26 15 7K AR , POLQ 310481 500 %5 1F 3 4l i JL-F- A
FEARE . BT B IESE , POLQ #¢ I\ A J& HRD Jif
Je AN EL RS IR T S . HAT, POLQ 11 il 550 A4
A Y 5 ik PARPi TR 25 (] 251, Ho 5 PARPI OB o
BUARIT O RO BUH T HRD MR IGY7 , IF AT A
% BRCA R AZ 31 M 257

Hp, &EE BN eI kil 24 mie 2k A
ZLI) POLQ 73 T4 il 301, 3 6410 11 50 9 FH T iR 97
HR 6t 2 1945 AP (3R 1) .

F 1 AHIHAEFPOLQ FpH 7

Tab. 1 Some of the POLQ inhibitors under development worldwide

224K L[] POLQ Z5 #4358, T NIE i 2z B Bt E =P
ART4215 C R 3 DNA 45 BEE5 4 B GG 30 S AR /TG R [43]
ART812 C A DNA B4 Tl 45 44 3k JiiE I PR [43]
RP-6685 C’ A DNA B4 R 45 ke ok Jihged I PR [44]
FiAER# (NVB) N ZR 35t ATP 78 J5E T 45 # 1n i JeE T #il R [45-46]
SS008871 N 2R i ) AT fiff THE 1 445 F4 3a JihyeE I PR [47]

i Artios Pharma 23 w] JF & i ART4215 /2 & 1~
A PRAFFE B B i e 44 POLQ HR/N 53— 41 il
o G IRBFSE R IZ 25 YTE PARPIIRYT Jo i 1 2
JR 1) A Th RIS 2 R B R TR ML e Ah,
ART4215 EIL i R AF BB GIRIF e 1. — ] 5
PARPi B¢ FHIG YT PARPI WA A, Iy — il 5
oA DNA 549597 7 (e 2 6 S A4 i 2 v Ak )
PREIN Y, 2022 4F 8 A, ART4215 BEA b7 g iy
H| (talazoparib) ¥ J7 BRCA ikt [ 720 2L AR 98 19 1 371

RIRE IER G 8o WP I R EHE 2 W], ART4215 2
A BT )2 AR 22 M X —dE R AR POLQ
1E 3R A BB R T SRR AT R A . BR
ART4215 4b , % 2~ ®) ¢ & 1) 55 — POLQ 11 il 71
ART812 H i 1EAL TG R BT IE B B

Repare Therapeutics 23 F) if & 1 RP-6685 7£ Jif
Ted 240 JfL R0 /) BB AR 1) i R i 0F 9 v S R AR
PO o A SZETIESE , RP-6685 HE 1 fe i 45
A BRI BRCA B 40 M b ™= A= o 2 b 1 e 1
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Ao 7E BRCA2 B[ Y/ BB AL, 80 mg-kg 'RP-
6685147 8 d J& AT WL EE 3 B . 1 b AR K A ] R
AN RN 7R VAT 21 d S A FEIR 5 X Se A
FELE R R, RP-6685 HA T TE 1Y I AR A E 15
75 TF R HIRA | R GE 5T LA — 25 PP Ak 73
Gy o

IEAk, 20 g 5040 A& B P A R 2RL S Y
H: 85 2 (novobiocin, NVB) B #IF 52 & —Fp AR V6T
T 110 POLQ Ml 35 o HG3E 2 e 514 ¥ ) HR 825
R 574 P ek R 4 & HE A M B VR, ELSE PARP Tid
25 110 g8 200 B R AT DR S S TS R Tk il
PRETHIFFEUESE , 38 £ & 24 i B8 PR F 2023 48
1A AR AE B 22 F TH537 BRCA1/2 JE PR 2825 1)
Jed B I TR ISR

i JE 75 290D AF & Y SS008871 & — A i e 5
B POLQ /No3FHiil 5] . SS00887 1 3 ot 4S5 11 7l
POLQ BTG, BHLWT MMEJ 1& & 845, M ifii 47 240 41
HR 5% % BRCA2-/-DLD~1 21 j (0 584 58 . 1lfs PR 1T
58 2 B, SS008871 AL HL25 45 %4, 5 PARPi B #r
WEAL YT 24 W 16 FH s 38 26 B0 1 Bb [ 70 Py 3k 1 . 24
B 155 BoR iz A B EA L R D iR
YR B N2 MR RRAE 76 A 00 2 71 Y A 4
B 5 0 R F B $E 8 LS PARPI SRS 259
Y65 7 FH B AT i E AT AR I B 1 & I AU ok
WFoE B W, SS00887 1 A ¥/ MAYT HRD S2{As
BT B [T T 2590

5 #ig

POLQ 1F i N2 DNA R A Bl 2 5 (1055 8 /1~ 1k
B S LR 9 A e Bl — 2R G B AU T e 2 i 3k, 7E
MMEJ/TMEJ & & i 48 v R R OAE R o i R IE 4l
W], POLQ 1 55 {2235 55 VR b g 7y 952 s i e
ENES TR 1S N = S L B S S R
S EEA . 1E R G BEIE IR T A HT 2%
S5, POLQ 3 2 HRR I (19 DNA & 53 Bk, 75 4455 3 P
2 e Pk 5 8 g Ak o B e R B R T AR Y
WEME, KT POLQ 1E TME] i A2 H 9% O AE T, LA
J TMEJ . POLQ 5 BRCA J& [H 38 % 5 4% 2 [a] 1) 731
Ik, HEr & Z A ) POLQ /N3 104
F o 3 S ] 590 38 Ao BE B PR A R HRD JEd 1 DNA
WIE E RE S1 , 764 1E W 4L 202 VR TR e,
IR 7 AT 58 PARP IR 25 () SRR 3 . R4 Y
HIT POLQ 17451 75 B4 8 ACHHF 7 415 4k T 7391 B B2, {H 47
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RS RS 2530 97 [ 5 PARPL G B Y
AT, ST A AR A A~ S B T U AL
IO RO SR BEE 1 BRIE LA
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