PR F AR 2020 4 5 12 4% 5 11 40

- 13 -

TR AT BRI A B 3R 5 AU B 5165 o P S e i ke

Fie, k& B, %35%"

fEHEFA:130021  FHbk AHF, HMOE D HBGRER =R

PR TR R F AR o H I B e 7 7 1 . T2 BEWRGE 5 w) S b i B R B 5 e e g

" EIRFEY . E-mail :269227506@ qq. com

[ 28R Jp S . PARP pl ) ; Az ba A, Rz h A ; 5 -F oA

[RESHES]R 737.31 [ SCkERER]A
doi:10. 3969/j. issn. 1674-4020. 2020. 11. 04

O SL98 ) B R A BT I b HE 2SS =0, HBE
CRRAEE AL AR BEE B2 MAH R Rk
& ETUR T ENBEN S FEAF RSP R, (HP
B ik 30 4FoK, 5 4F A A7 MO o R A A
( progression free survival , PFS) E{Ei AN A, BEFEDD S50
TRITREE o0 aa IR AR K AR + AR R ARST s i Bl b
I7 + B A KR + R T - ARG E A1k
IR R—ALIT , TS 24 RS 00 SRR R IR T R
i, BIEE G P RCR BURE, B B 17 2 R, o2 ply i
BEREEE BN AE R, Mk EER R R, W
AT TR ARG TRROR B SRR E R —
HE IR AR R A1 ) R, o] AR B R R ] K T 4 )
B, DA B EURE & RS R E AR - EHE TR
IR AR R . IR R A MEFHGIT T A 2
BTGP $LEA T R S 2 11, 5 T bk, — SR n) 25 4
1 A A 4 D AR B R R R BRI R A
fiff ( polyadenosine diphosphate ribose polymerase , PARP ) fi]i
78 ( PARP) 4E R 1697 (R B FE R B o B AT I
RTS8, % TR USRS R [B &, PARP B BUR BT
L2 A 25 1y AR Bk B LS — %5 . PRRPI H4b T
B 5598 0 (] 36 97 SR 30 4F I As L FTHE T ALY R
SURIRT R R TRE AR IR BB R R S E R R
7" BBl BRI, O G AT G IR T A R e ] [
B, 20 O SL98 KR 0 Ok T B, IS T BN BUR 4R REIA T
AOBTIRE L IR AT A R SR R AT A2 T
PARPi, J& 75 REAS 1R 2 T 2t ) BURARE A PR S, A 30
PARPi X b B2 4 59 598 (036 77 2E R AT 2558, AGE & 22
HEPEHE A1 254, SEBLOP SR IR IT -

1 R BRI R TR S EEH B3 A 1E AALH
B 1 25 R AT LA b Ae 7 25 ) 69 3 O] 5 1 0T B

[ XEHS]16744020(2020)11-013-04

AR, SCRTLAME R ST G M 4EREIR T . R iR 25
P34 45 3 L DNA 4545, DNA 545 16 5 324> 3 Al Ji 938 1)
M 25 B B % . A4 el e i 4 i DNA #5105 16 5 LU 3
SEPIE S M EURERRMNFRN — 1R8O,
PARPi J& B g #f 78 8 489 —Fh DNA 51 £ 48 S99 1 7 .
PARPi (45 LA R A 1] 25497 , FHHe 8 4F A
AN T 5 A8 B TR w2 P BB AR ELAE R TR AR T
AL DNA 5345 18 & B 09 W LBk [ . PARP O — il
Rl Fnf& 52 8k DNA #1419 , 7€ DNA e B2 540
B O v R ¥ B /E Al PARPI i & PARP 1) ffil Fil
PARP it 3% ( Trapping % BL ) #9777 30 R ¥ 4 F. Rk
DNA fit i & & 8 5 [A 38 & 4 & & ( homologous
recombination repair, HRR ) J JF [f] i A< 45 2% 4 ( NHE] )
(lE + BEBEEEK) . KPFLRES RER
( breast cancer susceptibility genes, BRCA ) J& & S () O 5
AR, g i i & B T 2 5 4§ 0UEE DNA
i) HRR , i Fp B 41 9 828 P . BRCA 572 HRR i f#%
bl A SR R 9% A A SR B R 1) SR L A% 1B 1 14
A RES 2 [6] 7 5 40 & & B f& ( homologous recombination
repair defects, HRD) ., HRD /& PARPi fUEE 5 X T
f71E HRD [ i@ 20/, 7 PARPI J5, 32461 DNA BEAR
REMFTRE VIR E , WA fT R R E WEHE A,
R P EU R A0 HE FE T, PARPI X £ 7E HRD iy 40 g
Ve EEE SRR, B & BEFERL)Y o Coleman %' B
FRAMN THBUSE R, 50 aieyr A, —
U9 2 A KA A AT (L 67% ik B 5E 6 U1BR )
FHEFFIRAR XD R G R TR WE, INAX K
PEOP LR ALIT L F AT EE, (b7 5 H AR e 35T IS
N7 R A RERR AR B2 & v OP SR 1Y EEIRIT B



.14 - CHINESE JOURNAL OF FAMILY PLANNING & GYNECOTOKOLOGY Volume 12 Number 11 2020

2 RBBREHF_BIBRZERASEImINEIF S

H A R 35 A 1P S8 9 PARPi A5 3 fifr:
BT 1 1 ( olaparib ) | 75 45 B F ( rucaparib ) | J& $ir b Fl
(niraparib) . HoR BURLIA FILZ Az R A0, B T E K
R AR (4 0 T 4E RE IR IT B PARPI Sy SRR iR 1) 0 JE 4
MRl A4 3 FEaiE RB T B
2.1 Bhraf

BLRLMAFI A TR 97 R RS R A8 M U &
{14 1R 5 ) 3 30 Y O LB S FE R At . it SOLO &
GBS , 2R S B T S ) R 7 B S0 — 2R 4E R R 97
HEHFHAIT U R Z AT 5 BRI M7 Bf
AR X & A P 0 8L A9 36 97 B T 52 JC Al 191 A9 2
SOLO-2 WLk T PARPi 7£ BRCA %875 (AU E &
PEOP R B A P AT Rk AR, 5 R RN A AH L, A
FILH B E TR T BEH PFS, Ledermann %5 {iFSC T %
HIURE & BE TN 5, Bt BRCA BRE R, LIF &R
JE ¥ RE BRI R 4 Re 167 3k 2%, ELICRIIA R A 1 1
TESE Z IR L8 R P R PEAE R 2018 4E 5 H RR #H
SR IA I 4E R TR YT O 4R 28 A TE M BRCA 28745 8 A\ FE
JE B R RIS R AT R R
AF] AT i@ 2 9 i) PI3K/AKT/m TOR {5538 #% % bl &
A ERMEERT . SOLO- il T RAaFI7E A
BRCA 2875 () 7 12 W7 1) 01 5198 — 28 4t K536 97 97
2 RSB 4EERAIT 2 AE R 2, W K B
FIIAFIAL 3 HE TG IR A B 60. 4% | 1 4 B 41
{2 426.9% . H L 4r#7 8 /R JCie BRCA RE FAR
B AT 45 )5 B A S e o8 47 4o G, FR B RE R 45 T R
FIMAFI B — L 46T . WSS PAOLA-1 BFFTIESE T3
FEIAF] 5 DR 2R B HTIDE A I T P BLE A8 Y — R 4
HHA T, X F BRCA %878 Jz HRD FH 1 B & # 4k 25 i1
B BAAF K Z O RS BN, A
s 13% W BEHEZ T 2S5 M BB 4R, 4
2T, 2R T2 MU 1% . BALH A 4H Fn
BRI AL PFS 27408 3 41, BHARE 3 4L
DL S U K B 0T BE BN e S RE i 2 1T
107 IS, SRR R SRR A i 2 BB R AR T SR —
] HEEE BEE TR AR A 3T 2 R P A
fERE , BAAR SRER AR SIILST . R W21
T, BALAF A9 A B R B AN B R RS B0s L e
TRITE RS 2500 & A R e Brif Al B R A,
AR AN 6 2 BH SRR 1) T4k B S 1oy I A e i 4
% P T4 3 B B i A1) B B 1) i I 1 1 2
253697 . Yamamoto 25" 5 BREOE Wit (524§
TR R P B SR PARPI (9T 2Y, 2 PARPI 5 Wt
0 790 A B A B R A8E T AT . PARPI 5 oAt 4 e g
ik ylin) s g AR R R R R DN P ¢
Ha

2.2 JBhraF

JERLBAF) N —Fh 0 AR A /o> FiR % PARP 1/2 )il
7, FF A PARPi AH H , FL4fi Ik DNA-PARP & & 111 g
JifRiE. X T HBURE &R ARSI G R B
PARP 4 iR B E A 2 . NOVA 838 55 e fLif
JEE TR U B R I SR M R . HOR
% BRCA1/2 7745 ] HRD (4FR% " . AVANOVA 85
2R T JEHLAHF A i 4 A 2 4 ( D1 4Bk A
POMBE FRAMABZRIT I #H - HEREN
PFS'™ | ZS i A 25 Y11 436 77 7 B i O SL 16 T Y
SR BRI SR & BT PR AR R 2 A
7 SRR A A AZ BR, JEFL A FIBK A Pembrolizumab i
T8 R OR SUB I RIT R E M B BRESE S %5
SN T RGBS AR 1 A = BA 1 2L R e kR e O
A, o op U S E L 62 i, B NN 18% (3
SRR A NLE ) s BRR R HI N 65% . AR
2 [E] 45 SR A — B4R AT 1 SRRk B R
32 D AREk 41 . BRCA RAEIRAS J HRD A P14 K PR
&) o HH5 RHIAR 25T KB ba A 5 Ho A # 15)
25U IRTT BT R R R R IR A RR ik —
Foo X T BRHLIE B A M — R 4E R IR YT, SOLO-1 B i
THRBAA X B BRCA 278 B35 B A A7k 4, (B2 XS
TOp g, (LA 11% ~15% i H B A BRCA 2248, %
FH A2 80% ) BRCA FFA= AU s H B AR Z 25 T
PARPI Wg? A5 WXt T HRD FHPE BRCA BFA4= Ky
B, R HLAA B2 iR YT 5 AL A A DL AR BB
B AR A K 45 A L. X F 29 50% B HRD BH ¢4 B &,
PRIMA 58 B 9125 i s o6 A= Pbm a8 P R 78 o] , st B
BB — & 4R R T, BRIMA M EE R EM s R EN
PFS, %t HRD BH % 8 3 1fi & , B A3 JE L e A1) AS (X i 3%
PFS, [dlit G Eaa r Qs LS . RRhF A E AT
YA bR 7 P RS 0 AT AR BE B 3 R B R PFS 1
PARPi, JEHXF HRD il i A 524 1) 4 K, Je S #
RN TS E K. 8T HARP fh PARPI, i T H 5%
g FRIRG 250, B E MR BT ; 38 L MR R R
TR, WD T At L 254 % B LA ] E 1A 4 12
BRI, N FAHFHMARERNEE LTSNS
0 3 ELJR LA R 5 v, W T 25 . TR A ) B
eI R 300 mg/d. MAELLEZH S % 200 mg
(PR <77 kg s/ MREESL < 150 x 10°/L) 5 300 mg
EERGFEM L, TUEFHARE HARRF
1 A 2R AR
2.3 FERiEF

FRMAFRE—F /N PARPL, A §F % PARP 1 |
2.3 AR S0 AR I HF 52 T 2 R A A X
S R B0 SR LA BB R S T .
JE B HE FF LA BRCA 287 — 2R sk A L1677 Ay Bp
HUR B A IEIT VA BURE & 00§ B E M HERREIT



PR F AR 2020 4 5 12 4% 5 11 40

M/Aie BRCA J& & R4, (R Hh ik 58 3= B 7 - A A1 %
PARP 1 1 PARP 2 {1 IC 50 9K T B hr g F)°2,
Coleman %' §f 57 B /R 7Ef£ 4 BRCA 2878 () 41 U &
RAEORELE T, A RIAR R BN e B E R A AR
PFS. A W58 @osxf HRD (¥750 SU8 83, 2 R A AR &
S A PRAKCR . Kristeleit %1% 9 BFF5 A T 42 #)
BRCA1/2 575 M SR BURNE B % 8 SO0 FR R B 81088 A8
A HXT P -EIAF A %SN3 59. 5% . AL TR
28 w5 R B, TR IEA] 600 mg B R YR K
AU, BRI R EFE T . RN RN
FFA BB (Bl PR 2 F7 2R AR R 8 92 %)
KERAEFEGRT R, 2 0 B 0, o] 2% 45E 16 97 53
WA I o (R R R MRS AR P BRI R
REEE KW R AT B i, 28Uk, A
o R & -RIARNGIT I5 A 2 W o B BRI A F 4 4
AR A 2 PR AR B I R SR

3 RBREHBRZERESHINGIN L2

FELE R YETT I , Janlite M S 2520 45 584 1 7 i S 41
MAFJE S8U™ = M FRERZ , PARP 2 $200 21 2 HH 40 f 1
S B AT AR AY A, P L S BOA AL, RT3 ) A
BhEm, DR _-MEKEY RY4EER B 12 §E,
PARPi A 11 il B 2% 40 60 199 43 4 R AR, PR St it /A2 20>
B PARP: #y# [o #E7. % — F PARPi; Pamiparib
(BgB-290) ty T A F 475 1l ki 57 5% . 171 IR A6 9 ) ) BE 4
AR R T AR T A g e E™ B
RESHEREBEATFTIE PR, ET, &
WX Fil PARPi (4 (8 35 4T 3 3hiG 7 B 3 IR T A oE
i, FEALRT I B AN B RO AL B . 3897 WA PG AT
A4 R 790 B R T A SRS RSOV ) R A, A
FREAIT . KT WAL A PARP: J5 K {i i PARPi
1) 8 FRRF 58487 < BRAE (S ] PARPI (948 56 R &5 J5 25 1
IR RN JE B B A . BEAE(E A PARPI J 1
—ESMEJEE AT 25, PARP 7] i 3 K B H &
A3, B A PARP: T (WA, R 0 A 2 8 42 1 Kk
AR IR SRR — RS R

4 BHEERE
PEfE PARPI #2238+ BRCA JE R RAZ 54,
Hﬁﬁﬁi*ﬁ%%l[ﬁﬁiﬁ?{‘ﬁ‘? PARPi H‘]iﬁf“ﬁEETfR

5, iﬂm Fﬁ’}ilﬁuiﬁﬁ# %ﬁﬁ’]f#%ﬁ*#ﬂﬁﬁﬁﬂ
WA EREIRA MY B, @38tk KA RITF
B 2h E ok B R AR £, Bl 2 T ok ] @ 2 T
Hean PARPY 55t bt i 988 245 006 & 1o D A 25501 dan ey B
HHEE R R 2 0 a) 55 . PARPI fi 25 Fz fiif 25 #1741, 1 FH
PARPi A 9T B E B B JG A IT %, X SL 0 &
PARPi Iifi BR B 58 o B 15 %€ A 38 %5 19 7] #8. Mensah

« 15 -

A 90 B B R ) 48 25 38 7% T 4R B T 8O MR AR R 24
R T RSP ZGYE T B AT, IR A Lk i 2B AT
IR . Barber 2" #7310 4 PARP fiif 25 49 7T REHL
il /& BRCA 2 7% 300 #% 5 — R % 4F Pk 2 HRR il i,
PARPi # il A I FH 5 A W) b s 00 0 AH 56, i3t A% 1 1 %
FE LRI Ry B 2 1 U0 B B R IG T, U A A A ONBE,
HPIYEFE PARP, 4 038 25, i B F mmt
75 FH 7 [0 P i 88 8 1) 245 W06 5 17 P AT BB 7 2 by
[EIHC RN ™, A WS 5 g JB A e ) I g 2 20
HR b B 440 L0 22, T8 L 0 ) T ¥ B 98 B A o P
BT I, JERImAF 5 G0 ] R A R A RUR L (1
WitF. WfarfE PARP f3kas e KL R ITIFER M B IR,
e R S 24 A R A1) T 1A 4 3 Bk A, e SR
B A SR E AR A TR —
BB ER. FUEZBITENEZ, RERESELHR
TERR .

(&%)

[1] Omalley D M. New therapies for ovarian cancer [ J]. Journal of the
National Comprehensive Cancer Network ; INCCN, 2019, 17 (5.
5);: 619-621.

[2] Foote ] R, Alvarez-Secord A, Liang M-i, et al. Bevacizumah,
TKI, or PARPi? A targeted approach using composite value-based
endpoints and biomarkers to individualize care for platinum-sensitive
recurrent ovarian cancer ( PSROC) [J]. Gynecologic Oncology,
2018, 149; 10-11.

[3] Mateo ], Lord C J, Serra V, et al.

development of PARP inhibitors in perspective [ J].

A decade of clinical

Annals of
Oncology : Official Journal of the European Society for Medical
Oncology, 2019, 30(9) ; 1437-1447.

[4] Coleman R L, Spirtos N M, Enserro D, et al. Secondary surgical
cytoreduction for recurrent ovarian cancer [ J|. The New England
Journal of Medicine, 2019, 381(20) ; 1929-1939.

[5] Ledermann J A,

treatment for patients with platinum-sensitive relapsed ovarian

Pujade-Lauraine E. Olaparib as maintenance

cancer [ J]. Therapeutic Advances in Medical Oncology, 2019,
11:175883591984975.

[6] Ledermann ], Harter P, Gourley C, et al. Olaparib maintenance
therapy in patients with platinum-sensitive relapsed serous ovarian
cancer; a preplanned retrospective analysis of outcomes by BRCA
status in a randomised phase 2 trial [J]. The Lancet. Oncology,

2014, 15(8) . 852-861.

Thde s, R B SO, B BBIOR JE X B s SKOV3 41 i

PBK/AKT/m TOR {553 #9520 [J]. fhE 252 4¢35,2019,

54(1):3641.

[8] Miller R E, Crusz S M, Ledermann ] A. Olaparib maintenance for

[7

i

first-line treatment of ovarian cancer: will SOLO1 reset the standard
of care? [ ]]. Future Oncology ( London, England), 2019, 15
(16); 1845-1853.

[9] Ray-Coquard I,
Bevacizumab as First-Line Maintenance in Ovarian Cancer [ J]. The

New England Journal of Medicine, 2019, 381(25) ; 2416-2428.

Pautier P, Pignata S, et al. Olaparib plus



- 16 -

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

[21]

[22]

CHINESE JOURNAL OF FAMILY PLANNING & GYNECOTOKOLOGY Volume 12 Number 11 2020

Jiang Xuan, Li Weihua, LI Xiaoying, et al. Current status and
future prospects of PARP inhibitor clinical trials in ovarian
cancer | J]. Cancer Management and Research, 2019, 11, 4371-
4390.

Yamamoto T M, Memellen A, Watson Z L, et al. Activation of
Wnt signaling promotes olaparib resistant ovarian cancer [ ] ].
Molecular Carcinogenesis, 2019, 58(10); 1770-1782.
Washington C R, Richardson D L, Moore K N. Olaparib in the
treatment of ovarian cancer [ J |. Future Oncology ( London,
England) , 2019, 15(30) ; 3435-3449.

Mirza M R, Monk B J, Herrstedt J, et al. Niraparib maintenance
therapy in Platinum-Sensitive, recurrent ovarian cancer | J]. The
New England Journal of Medicine, 2016, 375(22) ; 2154-2164.
Matulonis U A, Walder L, Netrup T J, et al.

mainlenance treatment improves lime withoul symploms or toxicily

Niraparib

( TWiST) versus routine surveillance in recurrent ovarian cancer; a
TWiST analysis of the ENGOT-0V16/NOVA trial [J]. Journal of
Clinical Oncology : Official Journal of the American Society of
Clinical Oncology, 2019, 37(34) ; 3183-3191.

Mirza M R, Avall Lundqvist E, Birrer M J, et al. Niraparib plus
hevacizumab versus niraparib alone for platinum-sensitive recurrent
{ NSGO-AVANOVA2/ENGOT-ov24 ) . a
The

ovarian  cancer

randomised, phase 2, superiority trial [ ] ]. Lancet.
Oncology, 2019, 20(10) ; 1409-1419.

Konstantinopoulos P A, Waggoner S, Vidal G A, et al. Single-
Arm phases 1 and 2 trial of niraparib in combination with
with recurrent  Platinum-Resistant

JAMA  Oncology, 2019, 5 (8):

pembrolizumab  in  patients
ovarian carcinoma [ J ].
1141-1149.

Gonzalez-Martin A, Pothuri B, Vergote |, et al. Niraparib in
patients with newly diagnosed advanced ovarian cancer [ J]|. The
New England Journal of Medicine, 2019, 381(25) ; 2391-2402.
Vanacker H, Romeo C, Ray-Coquard I. Current role of poly
{ ADP-ribose ) polymerase inhibitors: which poly ( ADP-ribose )
polymerase inhibitor and when? [ ] ].
Oncology, 2019, 31(5) : 394403,

BRA . 36 77 0 30 B B0 357 25— R0 JE (rucaparib) [J].
BEEZh 542,2017,36(5) :590-592, [5G4 1-I5462, #f3.
Colombo | L, Lheureux 5, Oza A M. Rucaparib; a novel PARP

Current  Opinion  in

inhibitor for BRCA advanced ovarian cancer [ J]. Drug Design

Development and Therapy, 2018, 12 605-617.

Swisher E M, Lin K-k, Oza A M, et al. Rucaparib in relapsed,

platinum-sensitive high-grade ovarian carcinoma ( Ariel2 Part 1) .

an international, multicentre, open-label, phase 2 trial [J]. The

Lancet. Oncology, 2017, 18(1); 75-87.

Coleman R L, Oza A M, Lorusso D, et al. Rucaparib
i e I for

recurrent  ovarian carcinoma  afler

response to Platinum therapy ( Ariel3 ): a randomised, double-

[23]

[24]

[25]

[26]

[27]

[28]

[29]

[30]

[31]

[32]

[33]

[34]

blind, placebo-controlled, phase 3 trial [J]. Lancet { London,
England) |, 2017, 390(1106) : 1949-1961.
Shapiro G I, Kristeleit R S, Burris H, et al. Pharmacokinetic
study of rucaparib in patients with advanced solid tumors [ ]].
Clinical Pharmacology in Drug Development, 2019, 8 (1 ).
107-118.

Kristeleit R, Shapiro G I, Burris H A, et al. A phase I-II study of
the oral PARP inhibitor rucaparib in patients with germline
BRCAI1/2-Mutated ovarian carcinoma or other solid tumors [ J].
Clinical Cancer Research, 2017, 23(15) ; 40954106.

Dal Molin G Z, Omatsu K,Sood A K, et al. Rucaparib in ovarian
cancer: an update on safety, efficacy and place in therapy []].
Therapeutic ~ Advances  in Medical Oncology, 2018,
10;1758835918778483.

Jamile M S, Usha L, Richardson K J, et al. Olaparib-induced
severe folate deficiency in a patient with advanced ovarian
cancer [J]. Journal of Oncology Practice, 2019, 15 (7 ):
405407.

Ostby 5, Smith H J, Leath C A. Pyridoxine for prevention and
treatment of PARP inhibitor induced nausea and vomiting [ ]].
Gynecologic Oncology Reports, 2019, 29. 123-125.

Friedlander M, Meniawy T, Markman B, et al. Pamiparib in
combination with tislelizumab in patients with advanced solid
tumours; results from the dose-escalation stage of a multicentre,
open-label, phase la/b trial [ J]. The Lancet. Oncology, 2019,
20(9) ; 1306-1315.

AL Nk, SR (ADP-R AT ) 54 ML R i 25 L i R BT 5
SERE [ 1), P92 Zu 2019 ,34(2) ; 183-186.

Mensah L B, Morton S W, Li Jiahe,

nanoparticles for novel delivery of cisplatin and PARP inhibitors for

et al. Layer-by-layer
platinum-based drug resistance therapy in ovarian cancer [ J 1.
Bioengineering & Translational Medicine, 2019, 4(2) . e 10131.
Barber L. J, Sandhu S, Chen Lin-a, et al. Secondary mutations in
BRCA2 PARP
inhibitor [ J]. Journal of Pathology, 2013, 229(3) ; 422-429.
Noordermeer S M, Van Attikum H. PARP inhibitor resistance: a
Tug-of-War in BRCA-Mutated cells [ J]. Trends in Cell Biology,
2019, 29(10) : 820-834.

Tomao F, Panici P B, Tomao 5. RE: Universal tumor DNA

associated  with  clinical resistance to a

BRCA1/2 testing of ovarian cancer; prescreening PARPI treatment
and genetic predisposition [ J]. Journal of the National Cancer
Institute, 2020, 112(4) . 423424,

Przybycinski J, Nalewajska M, Marchelek-Mysliwiec M, et al.
Poly-ADP-ribose polymerases { PARPs) as a therapeutic target in
the treatment of selected cancers [ J]. Expert Opinion on

Therapeutic Targets, 2019, 23(9); 773-785.
(SR H 11:2020-01-04 %k Bk k)



	F-转接-计生2020年11期_11_Gray.TIF
	F-转接-计生2020年11期_12_Gray.TIF
	F-转接-计生2020年11期_13_Gray.TIF
	F-转接-计生2020年11期_14_Gray.TIF

