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Drug treatment and research progress of recurrent ovarian cancer

Xue Wang , Guang-mei Zhang , Zheng-qin He
(Department of Gynecology, The First Affiliated Hospital of Harbin Medical University,
Heilongjiang, Harbin 150001, China)

Abstact : Ovarian cancer has the highest mortality among female gynecological tumors and has a
high recurrence rate. There is no cure for recurrent ovarian cancer, and the current treatment of recurrent
ovarian cancer is aimed at improving the quality of life of patients, prolonging progression-free survival
and overall survival. Molecular targeted therapy for recurrent ovarian cancer is a research hot-spot.
Targeted drugs include anti-angiogenesis drugs, PARP inhibitors and immune checkpoint inhibitors. This
review focuses on the advances of drug therapy for recurrent ovarian cancer.
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PNERGE, VAT 80% x5 kP, SR MEIR B IO
A BRI IR AT, e Aomw 1 SREMREISH RS R
%ﬁﬁ*ﬁ%ﬁ’lﬁ, E&%ﬁziﬁbﬁi, FERTC i R HE A 11 S SEL e
(progressmn free survival, PFS) K g A (overall ]
survival, 08) . B2 ORI SR, 50 R0 LA IR B TR St 2
T AR . AR zey, oy RIS IR BRI TE RO R
Y . BT BB S B IR (poly  TEBPEUE. OMYBEREYIKCEIRE . HATE Z B
adenosine diphosphate ribose polymerase, PARP) . H)iE JREPREYIA CA125. ABE2E 4 (HE4) 45, CA125
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L, S SRR SRR 2R T G R

SEO R R E AR SR E K i bR Y. HE4
SRS RS, BRiC Tz TR
5 CA125 M1, HE4 9 fm i BUSE 5 R 5 1R,
LW B S8 AR 5 &2 & i HEA TH & s B] b CA 125
PEETE 3 A PIE A I OB AR A DL TP
B, R K R S 1 LS R,
QMg E A . CT, MRI, #75 . PET/CT2WiE &
M B9 98 Y U 4 1 R 40% ~ 93% . 62% ~91%
45% ~85%. 45% ~100%, 55714535 50% ~98%
40% ~ 100% . 60% ~100% . 40% ~ 100%"", PET/CT
B SR I RE AR A WSS S —, B
T 07 b S5z e i AR AR A, S I R 2 B B A2 AT FEAK
Wi MKl S, @HBIERER. O
S DR R A AR, A 2 M B SR R I W o A A 27
A 1 S -
1.2 EXRMIMERNTE

I [ [E 57 LA E M 45 (NCCN) F8 ™ 2 &k
PEOE I A . OFBUSYER K&, BRI G A%
I R SE 428 M, 45 1Ay P IS 55 &2 % st il fa] B> 6~ H
iy QHIm R K, RIEEEIRTT S R B IR E A
fift, {5 1IARIF I ) S R i ) Bl < 6 S H . AR
HAE CA125 T4, i JehieE &2 & i hE tRARAE K%
S EREAE K

2 ExRMEINEENAMIETT

EHiaT

TCAAYTEIM (platinum—free interval, PFI) J2& H
I F B AT Pk A 7 8 B I PR 2 A mT R K
ANIFERR, R T R AT ) B FE B PRI 1A 4E 4
Mg A, PFL< 6/ HB, FHZEARAYT A RFE<10%,
PFI > 6~12 P B, H1ZE IR YT A 3058 20% ~
30%, PFL> 121, HIZEFIRIT A ZOR
609%!%, R 1 X A AR B AN T R T AR B B
AT E S H K. 2019 NCCNFERI L1, itk
TS R O B o LA SRR R A AT, )T
R RHVEE . REVEZF L RIERA . R4
ZVGMFE . RN VIR FAN 25 5 M0 Sl
HIEARFIRRANRYY, WREEVIMIE . I RIKFEA
T H UM SE, FA T RE AT RN 25 A S I B
i/ AV 3 N S| 2 K O i B e 1 B e A
T S R AN BB 2R T AR T 2 — Pl 85,

2.1

LURIEEA =2 S [

2.2 EEZBMIETT

221 I EARY PGS ARG i BT
M WA HFF (vascular endothelial growth factor,
VEGF) NHZEANFRESmEE, EBH0HE N
B M L . R AR L B I K A B R
FAM=21 B i A A 2 E ARG 325 DI N R
AR K mHH, ARRGY N IRST (bevaci -

zumab, BV) 5 Q)M Z R #4177 (tyrosine—kinase
inhibitor, TKI), UNPAMEIAJE . PEHBIEASE; Qi
RSN, 40 Trebananib.

BV & H AW 5 e 2 P A AL 29y, & —Fh
ARSI & VEGE BT VEGE 5 Ho sz (A H /R H
ORERN 27 N R G ST | RS AT e g VA sl
ST BRI AL, P PR AU E . B
[, BV 96 E &5 25 i B R (FDA) i
FHF B0 S8 0T IR YT I B R IRYT - OCEANS SEEG)
W 484 BIRARKURR ST VRN S0 £ 35 43l BV 4522t
4, Z55 R BV 4 i PFS 88 22 R I 41 I K 4 4~ A
(124410 H VS84, P<0.05), BWZf#% (ORR)
ETRREFILH (78.5% VS 57.4%, P<0.05). % —i 1l
I PR 52 56 GOG-0213M ] BV Bk A b7 I i e 4k +5
IRITEARURE R RO g, X IR VBRI, 45
FH, AIEBIR)S BV 4 0SB AU IE K (4224
VS 3734 H, P<0.05), PFSIELK 3440 H (13.84
H VS 1044 H, P<0.05). AURELIA 52554 41
25 BN SRR PR (FRAliflyT) FIKG
4 (TR BY), S5 E/R, AU 75% 1A
PRPERRUERE , MiA2520 0 91%; B 41H 7 PFS # 2
ALK 33 NH (6710 H VS344H, P<0.05),
PIZLAY ORR 43308 27.3% Fil 11.8%, BRI G5
AP OSHER (16.61H VS 13340 H), HER
TG 2EE L (P=0.174) . —35 I3 SZ 56 4E A X T
A BV I H s AR R O S R, TR
PSS 7 LR IS BV 5AREEA BV (3 PFS 4E
K44H (11.840H VS8841H, P<0.05), HHH
i OS IR A EK (267 H VS27.140H, P>
0.05) 1S, [IRBFZTIEI BV & 52 & 1 B 58 H Y
Wk, CHIEIRRMEKE, XHETEUR SN 2y Y
AL, HXA R BV VAT S0 BE FRUA YT I R AL
JTHRG BV B BRAli Ay 7 /54 B Y PES,
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TKI J& — Fb i@ f #0 #] VEGFR1. VEGFR2.
VEGFR3 ., c—kit 55 2 &3 9 o il 45 £ e 259, nl A
XoF I A A o I TR R BRI A A A A K
L M/ MRATAE AR B T A e . 28
H I A 515552 P B T R Ak A B — 3 IR T A TR
2k, ARG mamsf e FnvE e A . 3 T I
PR 565 74 90 81 25 52 2 1k B0 S BE AL 70 S w41
T MBS BORER S AR , BG4 PRSEOT
MHAEK: (6.37H VS350 H, P<0.05), Fii OSHEK:
(1871 VS 14.8 1, P<0.05) "7, Hthn] I, ks
HRA WA A T JE T S ST 245 52 R M B B 1Y PFS

VG bR AR A AU 2 8 VEGFR Il . SR
FEVG ISR AT AR R PRI SRy T A R, Il
I R SE g0 TRy A 7449152 1 B0 B0 R A, 3 oA
MR 252, PARFE —L AT e f e
RYERREYT , Wi PES 4351k 7.2 H #1374 H
(P<0.05), BHLLIHA7 0S50k 27.7 4 AR 11.94H
(P <0.05) . 7E5AMUR B T 26% 5 5r 22/ (PR),
51% PgifasE (SD), RMRIGIRIKZE R 77%; (e
i E T, A 66% SD, JCPR, WAL E] MY 2453
PEREAN 25 5 RN S o ELR 28, TG PR 52
55 ICONO™E 7R, FARURRST &1 O 50 3 Te T B4k
FRAYT I IR VG b JE A FAE ARSI G 22 3 %o Y
BE A PFSZEK (11.040H VS8.74H, P<0.05),
FEHH PFS 1K AR 25 F0)7 IR VE b e AR I RRERYT .
BRI UL, Y b e A SRR 1 D B R 7 i —
BERE. LA b RIS 5010 I 7 kb JE A AEREIR YT 0 B K
PEBR SR AR, AR TN 252 R RO S, Pidbe
A XA U & MO0 S IR YT A R F . VEHbEAR
X R DD SLR HRE PFS UAER 5 BV AHL, (AR
WKES BV, FUIRZYHIE (E .

Trebananib j&—F A [6] T4 VEGF 1937 7 i 4 A=
AN, AR REANK-Fe A A, P M4
BE 1, 25 TIE2 ZARES A, 1A 20400 i i A= g
BIVER . 6T — 3 ROC % A9 I 1 I B 52 36
(TRINOVA-1) 2I5RB], HHaizy 782 IILE,
Trebananib B¢ {5 S A2 W K 4B RG99 PFS #E K 1.8~ H
(721HA VS544-H, P<0.05), OSIEK 1.71H ,
B2F G H%E L (P=0.190), NF—H T i
Trebananib %I &2 & P91 S IRYT AR, 53— b
BLACE W BRI i K 52 5% (TRINOVA-2) U 5%

Trebananib B & 2 2 —BEALIG AR & 2% (PLD) Xt
SRR I R BE MR TER, R T PLD
BR, AN 233 115 A 1 OP 98 H 2, Trebananib 4
(11445)) i PFSECZEGA (10941]) FERK (7.6
H VS724-H, P>0.05), Trebananib 7EiZHF5¢ il
if B ORR N 67 SR B[] (DOR)  J 7t i i
PE, P PFS TCHE, 0S K194 H VS17.0 A
(HR=0.740, P=0.760), TrebananibZi[{JORR H46%,
MZEFA ORR N 21%, DORFFHNE (Trebananib
H 7440 H VS ZRI54H 3.9 A ), {H Trebananib 24
KW KA B . %) Trebananib BT S8 AT FE 4k &2 |
—IjUKf Trebananib BEA R4, SRAZEEIGYT B & MEDN
FERIGRIFSE (TRINOVA-3) W7ELkSE
222 R ZEBRERM AR A B (PARP) 37 4 7
PARP 11 1l 738 4 5 PARP 4 45 &3 5 45 VeSS 4
= E PARP A~ 68 M\ DNA 22 351 5 o7 B ik, A ifig BH 1k
DNA i e . JEHZ7E BRCA1/2 3K 58 48 i) 4
e, S —FiE AR E B R (homologous
recombination repair, HRR) ZhfEd %, PARP #Iil7|
] 48 m R P HRR BfE (homologous recombination de -
ficiency, HRD) B IIRg 4 e, AT & FEHT M /R H
HIFLIE IE B 400, PARPMHIR R B4 . Wby
J¢& (Olaparib) . F RK1AJE (Rucaparib) . JEHilA)E
(Niraparib) FI4EFIAJE (Veliparib), PARP &
AU AR R PR O B

Olaparib 7E 2014 4F 9 36 [ £ & 25 & 8 3R
(FDA) #tdE o —500 TR SEE 4 2008 418 J 28
H—20104E2 H 9 H Ut Y 265 FIAABUR S K 1k 00 S50
FEBEL >3] Olaparib 21 FIZ2E 20, Olaparib 21
PFSHEK (8471 VS48 /1, HR=035, P<0.05),
WA HT R TCIR 2 AE R BRCA (BRCAm) 41362
Pf A= A BRCA (BRCAwt) 4, H5Z&EFI4 M,
Olaparib 21 {8 % 1) PFS #4484, {HAHXT T BRCAwt 41,
BRCAmZH PFSIEK %, R BRCA SE78 40 I R 3K 25 o
Ko BHESHEZE 2015429 A 30 H, 74 BRCAm i
FHA 116 (15%) 4% Olaparib ZE51697 5 4F ol
KmhiE] . HAR B AEAF 22 R RG24 X, Olaparib
Y ZGAEREIGYT BRCA 2878 IOAMHURR J2 1k O S0 &
AHERKSAGAT . UL EEERI, Olaparib ¥ 254
Frif 7 RE 06 4 K AU R & 1k U9 B8 (19 PFS, 7¢
BRCA 2875 (Y AU & 1 00 L9 He 3 b/ P
FEB I LIRSS ST R BT, X R U
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L, S SRR SRR 2R T G R

SRR N S B KDL, Olaparib B8 44k 7 5 2 4
I7 A A B PES, JUHZTE BRCAm (835 1, 7E
IEEERS b, — 0 TG RS2 5 (SOLO 2) 4 fisk
02 % 1 B B9 BB 4y 3 Olaparib AT BLFIAYT
SRR TC R F VAL I SR ST kG PR
(BICR) PFfi, Olaparib 2H % 1) PFS #R K T 22 @ 7
A FeT FaRWFSY, 201748 H FDA it #fE Olaparib
JHT BRCA 572 () A0SR A2 T M B9 SL988 I 4ERFIR YT -
— 25 LI R AIFSE. (SOLO-1) 44 A 391 T2 Wi iy
YN, IV, #5H BRCALR2 78, ¥k & 5ik)r
JE BN B RS, 22 ¢ 143313237 Olaparib B2 B
HeFERATT, S5 W, Olaparib 20 H 22 5 20 5 ok
JEEAET XU TR 70%, WIZH 5 1) 3 4F ot R 477
TN N 60% F127%, % FAT G X (HR=
030, P<0.05). AMFFERMN, SR, 76
F2EAbI7 5 18 Olaparib 4ERH16 7 AESE K Hr2 W b %
HA BN B35 F BRCA1/2 B4 PR PFS. 2019 4F- 2 [ i IR
g 2225 (ASCO) H Sk A5 TG R SE 5 (SOLO
3) BUBFSESE R, HLEL Olaparib 54637 F TG 77 AR
Z BRCA12 578 | BEAE4E 2 f — sl 2 L Auy7 ny i
AN S B R, 458 R, Olaparib 41 51657
ZH B ORR 4351 4 72.2% F151.4% (P <0.05), S54kbJ7
ZHHAE, Olaparib 209 {7 PFS Ik 13440 H , &by
R ANZH (P<0.05), WEIX RS Z k7
W E IR B, 8 Olaparib B 2536 77475 AT 4iE K
PFS2I,

Rucaparib SR RIS /N PARP AP, X
PARP 1441 ] /& 1145 Olaparib 1 Niraparib 5% . — i I
I PRS2 56 v BRCA 2878 (1 SR RIS e 1 0 SR 08 s 3
M Az Rucaparib 19 ORR 7 59.5%*", ARIEL2 S IG 24k
2 B Rucaparib X} BRCA % [H 58 75 ) £ B A & PO
HURIR T RO A0, T 1 A 9 30 5 58 4 BF 9% 45
J, Rucaparib 2016 4F- 12 A # FDA fit# F T BRCA %
AR K VeI S . BESS, AaE— DRSS
B, — T L dn I s R ARIEL3 52 515206 564 4]
BRCA 2875 (AU R e M B0 559 58 3% 43 A Rucaparib
AL E 41, Rucaparib 4 # PFS £ F 22 57 41
(16.61~H VS544-H, P<0.05), F-UGEM Rucaparib
X BRCA Z8 75 i FA USRS K 1k B0 B9 f 3 oAy Bl 3
g &

Niraparib /& FDA #it#E ()25 3 4~ PARP #4615,

T4 BRCA 2878 FTHRD [RRAE , HIXTF Olaparib Al
Rucaparib 15, Hp HIFE R — T BEAL I i
PREZE: (NOVA SESG) M 533 (5l USSR Ol
Ji 58 B FAIL 3 A Niraparib 2 FI&2 )41, AR 4 BRCA
TR RN 2 7 AT R (eBRCA) ZA4 AR
BRCA AR, J5# X ALHG HRD BHEEFIBIPELL, 4558
FM, Niraparib 218 2B FI A PFSIELK: (11.3H
VS474H, P<0.05); WAL RER: ¢BRCA
5875 2] p Niraparib £ PFS 5 T 228 #5141 (21.0 0 A
VS554-H, P<0.05); HRD B % 1 Niraparib £
A PFS IR 9.1 H (1294 H VS 3.840H,
P <0.05), #/~E eBRCA 24541 Hh 1 # PFS 433l A
93 M HFI39MH (P<0.05), NOVA SLI F IR
J& T AFAE BRCA 278 2 HRD, Niraparib 3 g 3 ZE
PFS, Jir LAH R H FiifE—Jo s 2547 L PRI R o]
I R PARPHIHIF, X 7E— & R Loz 1R H
LU, 2019 AE R I MR 2y (EMSO) B2
A7 [ — 35 5& F Nivaparib 1 TR RS2 55 GOG-30121%
Yy A 733 4532 —BANRARTT e LA A KU 38 e 1Y
ORI R, BENL BT IR 4 (Niraparib AEHFIBIT)
XA CRBOAYERRATT ), A8 S 4h Skt
ZXH 5 0 BRCA 454, (BRCAm) Fl1BRCA B4
(BRCAwt), J5# 7143k HRD BHMEZL (HRD*) AIFA
PEZL (HRD™); 7EEA AR, WF58 418000 f4 PFS
MR S64H (13840 H VS824-H, P<0.05), 7
HRD A B, W53 4148 X B8 41 PFS #E K 11.5 4~ H
(21.91H VS 1044-H, P<0.05); WLk RF%E
W], BRCAm#1. HRD*/BRCAwt41. HRD 41, H.zlfdi
H Niraparib 17 4EFEI6 T7 20 ) 48 500 2F 2 XUES: T Ra
60% (HR=0.40, P =0.000). 50% (HR=0.50, P =
0.006) F132% (HR=0.68, P=0.020). LI #5535
Niraparib B8 11T A A3K %5, HHp BRCAm 548 55 i
K, HIUZEHRDY/BRCA 3, HRDEH AR BN
P J KU R#AIG 329% - Niraparib 485677 0] i & FRAGH
e A2 R IR Py ) SR8 RE T () T R XS, 3 %o B2
WILRIAYT IR S A A AR R I o

Veliparib & —F PARP1, 2805, HEMBTEN
PREZE . £E 201949  ESMO A2 F, —I0 1l
I PRSE 5 GOG-3005194 A 1 140 BIRE A A% 27106
I7 RS S GO IV IR SRR R, AL A 22 SR
BYF (WHHRZ) . Veliparib 54657 FIIG T I L) 22 8
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RIAEHREIT (RIA4L) . Veliparib 54057 RIBVAYT G I
) Veliparib ZEFRFRYT (S2004), 45K E/R: BRCAZR
s, SEERZH Y PFS U BB AEK: 12.70H  (34.7
AH VS22.040 A, HR=0.44, P<0.05); 7 HRD Bk
g, B PES 4514 31.9 4 H f12054 H (HR=
0.57, P<0.05). HUIAT U5 Haifby7 L4, Veliparib
WA AT IR GERmR YT PSR DY SRR T2 R Rl ,
BB HLEE S Kk BAT— 2 I RS T o
223 RBEAEEIHA R A SE
JRE DR P R 8 N S TSR B 1k I Br e 2405, g 2
JEL R ) FH e e A A kR S e AR Y e, Sele ke
SRR R BT A T G A B XTI ) g2
N, IR A I T H AT AL 1 g
2 s A A FE P AL T EE H -1 (programmed cell
death protein—1, PD-1) Vil (%5 Nivolumab . pem -
brolizumab) MFEFF LT Hi -1 (programmed death
ligand-1, PD-L1) $it#& (4l durvalumab). —35t I 34
5% 2 W Nivolumab 1597 #1124 14 2 & 1 O 598 0 35 Wfe
IRGEMR AN 15%, B 45 1 %8 hy 45%,  Nivolumab
A REXT AT 2552 KPR S BA PUME A, (AT
FEAR R, WMAREHE X —451, HETHARCZIT
1644 Nivolumab JH M Bl & M B 5190 8 2 b iy I
WG RS2 (JapicCTI-153004) o B LA G e 1 4 o5
e BAIDOIE VAN ol A S e eI = ] U A
G R (AR T RO AR BINE S, 45 2 FDA HE#E .
XA e P B SR8 (7 80 Tt — 2B 9IRS .
2.3 E&IRTT

ANTRIHE ) 250 2 (I YR 7R RS PFS (5 2
H HFIE AR, JHRRAIF S R (4 [ ot E A A5
FH A A B RIE FH B n] B HH B0 A T 245155
231 I E AR5 PARP 47 6] A B A 6 UT
PARP #1701 AT R AR A5 A= B, IR RS R VEG -
FR3AMGIFI A S RIEEA B EEH (Fa1BRCAL2
FIRADS1) FRik TIH, MMiHE5EXT PARP #1711 £
JE . FERTIN B S50 2 22 & 31 Olaparib F1 Ce -
diranib 7800 il B 5595 200 42 22 AR SN 45 P9 2 200 it
TR m R EMREF, T IERA X —208, — 90 11 30
I R A5 6 A1 BURR S &P B9 598 48 Olaparib L2574
SPEA BRI A Cediranib, BCA2H 4 PRFS 1 T 24
M (17.740H VS9.0 1 H, P<0.05), W4 mHr: 7F
BRCAwt 3% AR FR A A BE W 41 P4 41 PRS & T 324

4 (16.51H VS574H, P<0.05) ", fyitn] Il
Olaparib 5 Cediranib B 5187 & Olaparib HZGIRIT e
FEA B R AU S R MR S Y PFS FITORR., 2019
AE EMSO 4 23 5 — 5% (PAOLA-1/EN -
GOT-o0v25), M TG ATl IR K AR+ S A2 B & 40
KR R A AT + 3552 B3 SR (4 06 301 ) S50 |
YN i B R R PR R R g AR A BE BL or Bk S A
(Olaparib BCE BVYEERIBTY) Mspzhd (ZEHEES
BVYERRAYT), SR, WA {7 PFS 4E
K (22.110H VS 16.61H, P<0.05), BAdpmit
JERIBET- [ G T 41% (HR=0.59, P<0.05); 7&
BRCAm V.4 W5 2H 5 525 41 PFS 4350 Ry 37.2 4 H
HI207A 1, SRt e RIET 1A T 69% (HR=
031, P<0.05); HRD FHHEW A4+ ({235 BRCAm) ,
PESHMI A 372 A RN17.7 4 H , BeEIRYT fgm it
JEE I BE T 1 KU F B 67% (HR=0.33, P <0.05) ;
HRD BHET4H (CR4346 BRCAm) HBES IR TT 90
PR FIFET (19 KU T 57% (HR=0.43, P <0.05);
FEHRD MR, BREIRIT 5REIT L2 L.
HI AT I, 78 BV 4ERHAYT A Olaparib RERE SE K &
HHYPES, SN BN S0 MR 1 R 2 RO L
BRCAm & HRD PHM:I B AR 2 AR ], X
HRD B B I E AP TR T Y,

232  PARP#7 4 A B4 295455 PARP 5]
AT DA A3 i 988 4 L DNA, - 3 AT DA 545 Tk
fitf 33 (GSK3B) i, I LAFI AR # i Jy =8 1R
PD-L1, FEMiH06 T 4G £k, (95 40 A8 T3,
SO A P AL A D R AR . IR SR 3
Durvalumab B¢ & Olaparib J&97 808U &2 & 14 B9 5195
Pembrolizumab %5 Niraparib J6 7 81 25 52 & PE DD 8
i, SRR ER AR ORR 505 72% F125%, i
ST TG IRIFFERE, 7E ROC B sl
PD-1/PD-L1 i FVA T AUA 11% ~ 17% 1) 2% fif 54,
FH AT LA R PARP #5005 [ A9 DNA 45345338 hin v G
TR R B S R R S e A A S R TR
THE, PARP IR 5 G2 4G A 41 ) 550 X0 1 Bk
FVEAIN 25 5 & APEBR S IR A AL, H 5 BRCA S
HRD i3 P AR RS TE G

3 Hfbigsr

RS2 AR AR SCHE [l 25 . 3R B A K T4
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il 7] . PI3K/Akt/mTOR 15 53 % 41 1l 7] MEK 3 j# 17 P AT, IR, 2017, 26(3): 207-209.
W, e KON A AT e T I R By [7] SALANI R, KHANNA N, FRIMER M, et al. An update on post-

B, Woreiyiteshyscsn i 1, IUWSese o 52 k4
P EE IR A M, E 1 5 TSI PR S gk i —
At AR

4 Z5iE

UTAEAR, AR 2 B B DR vy a1 0 R A e
ST ENTIE iR =0 2 97 A mes Y k) in =% NI O}
WEZRI I, TEAEAEIS AT R By B RO MERI . AN [AJ4E
EIRYT 2 AR YT S R 2 G, BN Pa A Ik
B AZDIT75 36 97 5 PR BT 25 7k 00 SR B R
Niraparib B¢ BV ¥97 & & MR SO N 598 S5 50 50
YOI, SCla R e R, B sasusiE s &
PEOP LR, ARSI T O R, XA 255 %
PEOR AL, TEid BRI R WA 2 25 R 25 )5 5
TEIERAAF A 225, HERA b r i 25 /A0
AR EAEIRRSLE A, HoLl i85 w] LU A2 254
FEFIEA R FHE . BHIMT 2452 k1R B S8 19 24 M e 2 K
T HIEIRIT IR AAFAE S X 24 . BB BOW T 25 52
AL R B B 256 T SRR T SR AR 2 T
&, BEEDIFRRIIERE, R EERIRT S
Ciad i 8
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