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R ER FH BEAKXFHEIGER 4284, KIS & RV B T 6 KA F A E LR R
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[ ] 292310 B R v N S B 2 AR T S R B R . IR T I R ) 29 AR 3R R 7 W e K TR A T B, [
AEG HA SILAK T4 1T 243 10 JRURS: , S8 000 S5 23 7 B B 2 e 98 4w FR T IS BT [ B2 36, W K S A G 3 e A A AN
RAEAFZE . 4k VEGF #il7) VUARER .41 (bevacizumab) B 72 F T 15 VE U SO 48 R V8 07 5 , 2 TAERRIE T HF 75 R A A1, 4
FEVRIT 7 EARYE 7L IR I 5 B 3E [F] (breast cancer susceptibility gene, BRCADJIRZS Al 4] A A& 5 4 A UL AR Bk o u #E4T 1 58 -
BRCA 1/2 R7AZ [ B2, W UR A 7 o o S A ) DUAR Bk 50, 4 RF 96 97 v LA 2% — W 1% IR 15 4% 4% 2% & B [poly(ADP-ribose)
polymerase , PARP] 1l 751 B 47 M1 J& 16 & DUAR Bk SRpT k38 By 0 5 24 sl JE i M JE B2, Wikt - 04GR VA 97 I A A Y DLARBR B bt
MR, R R JE B JE R i JE 4EFE  JC BRCA ZAS W B4, (EWIUGTA T P an R0 FH DUARER S bt , HE A B iy JE Bk
DUARER BT B 24 DUARER SR 4T, W0 AR VAT T R A A O DU BR B () S8 e A F Je R JE 44 . PD-1/PD-L1 sl 551 1) 22 Tl R
WFFE W IEAE T o A BRI BAH70) . PARP 401751 . PD-1/PD-L 1 #1704 77 L 52 1t 51 59 (0 B0 BT 98 16 J AT 2534
[RSEIRI] ORI 2540 s ON S0 s TRl A A Bl 77) s PARP H4H1 591 s G e A 285 med 0381 5]

[FEIZES] R737.31;R730.51 [SCEAFRIRAS] A [CEHS] 1007-385X(2020)12-1423-08

YN S R PR E R T B R Rl RAEFEC, VEGFR-2 52 VEGF 7 1 I8 £ i (5

Pfpie 2018 F-ABRHT Y O S5 3 1 HCH 295 400, T SE
#008 184 800" ; 2020 4F 3% [H il 1 B & IN 5w Rk
21 750 %1, AHAETS 13 940 5112, T 150 S B 11
5 AL ER LN 89%, NI ELIV A .55 5 20%~41%,
RO EE ) S R AR N 4T% . B B bR
HE VAT AR A B PR 2 1) e 40 B9 KA i il DA 4
FORFERR ST H B 2R 2/3 MR FTEAR TR
IT JE 50 o DRI I G o] SE 2 32 9 o e L JE K B A
PRI T BRI i . ADBERERER T 34804
AT 23 B AR IT IR T SRR T S
e M R BCR I A AR . 31 S 15 97 V25 1) e og
Y H 5 I 40 PRATE 2 T AR AR R R R A Uy 3
il S A5 5 e 5 55 5 T I 22 e, R A R M AR T 4
BRI 1~ g B8 T A SR ) R A PR B B . AR
b R O R B VR T AR T RO R B A 254
Wt 5% 32 B3R A T 0 AR R 751 W EGFR 1) 5]
B W F % B K & 1§ [poly (ADP-ribose)
polymerase , PARP]#1 1 7] .\PDGFR #71il] 77| . PD-1 471
7 S PD-L1 IS o A8 SCHR Sop SCHikghaE 5 i )1,
FZYNETT L B B ST 7T I BoR it R AT 2R

1 RIE S R

75 S R R I A B R 2 SR 2 —
HKE 28 GEAN W AOHT IV e 3 AR I ) 2K 1R

S S ) EE A i, VEGE 5 VEGFR-2 {5 5 i@ i 7+
R A TR I AR R B BRI R . P AR A
W3 S LW 107 A RSO B R A RN 52 A 2 TR PR AH
AE FH I S0 0 A ) R0 o AR A FH R R A L
AR B AT A T Prm e A s sE i 259 7 N
425 ¢ IME PR A K BT 00 751 e S DB 41 1) 7]
ML AR SR A ) 70 R G 2 0 i 7)o
1.1 o R A KR T 5 7

DA% Bk BT (bevacizumab) & — F DL VEGF &1
RN JR A B B AR . DUARER BT S P YR T
VEGF 3¢ 4+ 45 & VEGF 3244, 1l P 52 40 i i1 5 22
734, ICON 75" A 2 GOG 218 i B 1 pFAl 1 I
RERSPTA T 90 5 — 2R A7 FRE AT S5 4E R 0 TT
B, 4 R R DU ER B PT RE 6 32 51 2 2 1) PFS, 1 I
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fiff 95 RS I PFS 43 K T 2.4(19.8 vs 17.4) F
3.8(14.1 vs 10.3)/N H . 7E AURELIA Il R 156"
H, AT RS DA ER S BB A T S K T 24
90 L 1 AL PES (mPFS) 4 3.3(6.7 vs 3.4 F .
4 AURELIA /58 R , 55 B FDA - 2014 4F 41k
1 AR BR B LR A T F TR 7 B2 24 52 R 1 B
B8 . T R ORI &R N B F S8, OCEANS
IR A R Y, TR ER BT A R A L P A
TBIT B RIUR A R U0 B0, nT A AR 2 mPFS ZEK 4
(124 vs 8N H . H4h, £ GOG 213 B e, Hif
TR R R P S AE — 2R YR I In A DLARER R bt
H 43 0] 7K mPFS 3.4(13.8 vs 10.4H , B (K h
£7 0OS (mOS) ZEK: 1 4.9(422 vs 37.3) M H . W4
GOG 213 145 5, 2 [H FDA T 2016 4E Lk DU {2k 24
PUB A AR AT F TR T U S R P S . T
DA EAFFE 45 A, A 2018 47 4 3% [ [ 7. 25 & i Y
#% (National Comprehensive Cancer Network, NCCN)
BN B35 i R HERE - O RTAR R T A R O UK ER BT
HRCR e, nr 4k a8 A DR i N R IR T
WA UG IR TT A AR FH I DUERER S e, FL4ERR IR 9T T
RO , W) DU R B AR R 52 R 1 O S0 1 o ik
FARURAI B 25 B Y e N IR R, ZHERER TR
T 75 Rk TR AR BT KPR e B R
1.2 B& 2 BR Sk B4 ) 77

1% S R LT 2 2 AR 1% 22 R U (receptor tyrosine
kinases, RTKs) [ &= BV K %, [E 4l N 15 5 5 5 A0
755 LA AR R THI AR B AR
1.2.1 a2 48 B (pazopanib)  THMENH JB 2 55 A%
% B0 p T R A A 1) 7, 32 AR B 5 5 VEGFR,
PDGFR # c-Kit. I AR A5 AGO-OVAR 16"1F
il 7 MM JEAE N 11 -1V — 2407 5 Ttk e o S
YeFFIRIT T R & R L PFS ZEK 1 5.6(17.9 vs
123)4H,0S L E KA. 2018 £ NCCN #5 7 4
T2 0 TG AR Rk DR SR ST -1V &, 78
— AT IR B 5 A SR IS A I e Je 4E R R T
1 2B RN 3 25HEHE, 20192020 4E NCCN 457
HAS FRHERE
1.2.2 T4 H# B A (cediranib) P b JE fii & — Fh I
I/ T 2, TR AR ) 751, 4 L A0 46 VEGFR-
1, VEGFR-2, VEGFR-3 fll c-Kit. ICON 6% FH 7
HhJE AR A B0 AL 1K R AR BB S B 0 AR
H M mPFS 2.3(11.0 vs 8.7/ H o 78— T 11 #7511
H,30 % 152 1 O S 3R 25 T P U@ A R 9T, mPFS
NS2AH e F T RBIE AL T G L A
TE A0 BB AN B S 245 52 R U0 B0 R T AE S AL
B E B mPFS 2) BN 7.2 F13.74 F , mOS 43 7~ 27.7

F19ANH o EFBURE KON s A BT, 7
HhyJB AR A BB A JE VR T S B 2 B b i B AH L
mPFS #E 8.3(16.5 vs 8.2)4 H , Ik & 7L 5 J Ik
[A] (germline breast cancer susceptibility gene, gBRCA)
B A2 R BR FRAS 3 B9 PFS(23.7 vs 5.7 N HO AN
0S(37.8 vs 23.0 ™ H D3k ot BE B 2.0,
123 &4 3E B (sorafenib) MAPK 2% Bt N 41 i
PN ) 22 B IR 5 S R e 1 R R R A AT M o S
FZAS 55 5 00 FEA . MAPK I B ) 55 18 75
Z 5 MR R K KB . c-Raf Al b-Raf &1 T
MAPK # ¥ (1 R . Rk e & —Fh OIRXUS
FEJRZE, AT LAHI ] c-Raf Al b-Raf, 1 a] 1] VEGFR 1
PDGFR. TRIAS X5, &4 E Je Bk & ¥ 4 B e
LA R AR Je 47 Re 0% 035 — 2k DL P9 B 24 BT
16 M R O B B 1 mPFS (6.7 vs 4.4 N HDO K
mOS(17.1 vs 10.1 N H) . FILAE2019 4 NCCN $5 Fd
HRHERE I 7 VAT T AR 24 52k 0 S
1.2.4 [t % B (apatinib)  HEEERIEE JE & 1
IR 1 22 B8 P I A AR 2, /E R 55 VEGFR-1
VEGFR-2.c-Src. c-Kit.PDGFR. 1[I & JE A I7 4
iy 245 52 7% 51 S48 I 9 b, W52 21 AR 1) R WA
F (ORR)IL 41.4%,DCR % 68.9%, mPFS N 5.1,
mOS N 14.5 /> HUS, 55 S Ve O S5 e i 28 58 FH e o %
JRBRA B RS Al R R R ELIT AR LG,
S Ry 0N 92.85% vs 78.57%™ . B T BE A 4A
FARTT , B B Je kG 2 2Rt R R AR IR T 2 R
5P L8, DCR 1% 100%, H 14 87.5% & # PR, 12.5%
3 SDPY, 2018 AEMIH: T) Ak ARl 1 FE il K
Jae i L EEAT BRI A 5 JE XA AR FE VA VA T A 24/
BTG B B9 1 90 BRI < BT A B JE BR A RV T
TRIT BT 24 BCE HME VA U B , B85 ¥ ORR 1A 54.3%,
mPFS N 8.14H .
1.3 o A& Bk A& 3P4 5

il B2 9B JE (trebananib) & — M ik-Fe il &2 H , 7]
558 A R RIS A R 2 S5 G, I AR
FEM AR E M2 AR A EAEH . TRINOVA-1
W FEI, 5 2 AA KA I T AR LG, it B2 )8
A A2 B JH 97 e 3 52 & M B0 L 5 25 1) mPFS
1.8(72vs 5.4 H.
1.4 HAF IpH 7

R [ o 4B1 5 LD A I 40 i & B o
(vascular cell adhesion molecule, VCAM) -1 #H H 1E
F 5 A 5 B0 5 g 70 I T s A B B FE BN SR
KT 0dpl A R B VCAM-1 5 KRB A IRIT
A ik 2 AL O S R A, A R A T I O SR
L EETE Y/
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2 PARP#HIHIF

PARP /& —Fli 7E DNA & 5 Fl % S s EHL 1] ikt
AR A%, FLE L B U) B B SR A
5 DNA BB B E . FLIRE 5 L K] (breast
cancer susceptibility gene, BRCA) 1 12 {15 [ 5 =¥
FE B AUE DNA W 2 (1) ¢ B8 4l Bh K 7, BRCA RAZ
A [R5 E 4H JE [A] B' [ (homologous recombination
deficiency, HRD) 3 £ DNA XU By U)ME &2 K A 5B
X 0] DAY b0 28 M B SR AR, AT 3 B Rk AR
BRCA FE745 5| T 4H i i A7 , 1% 1 41 i B8 44k i T PR %
DNA 125 , PARP XJ H.4E DNA B il f2 &8 K H 2,
PARP #1141] 771 5 85 24 5% DNA Wr 24 1) 281, DNA & i
A5 R 35 S T BOUUEE DNA 22 L 40 pE TRl
[X] 1 PARP 11 751 AT DA B 1 BRCA 248 41 i (118 &2
% S DNA #1473 , it il BRCA 52541 fifd £ il g 48R
PARP #1177 % 5 £ % Al BRCA 1 8% BRCA 2 B 1)
11 LA e R T X (g 400 P A R ARAR,
{6l K 290 e (R T 1 [ 905 B A D e
2.1 R.4it4 R (niraparib)

Jehiie Je /& —F C1 IR 2L PARP #1177 NOVA
WFFEPVPAG T e R in Je vE T REAE 2 28 A LL b ik
167 CR B PR I FH RV & K% O S R 7 /. W
LGN T 553 B, 201 43 TE 2 SR B JE A2z JjE )
4, o3 ARE R — IR JE R A JE 300 mg B2 B R, B
R, A7 BE U5 B IR 16.9 S H W 5% 2
gBRCA Z45 Gl L9 £ 3% mPFS #EK: 15.5(21.0 vs 5.5)
™ H 5 dF gBRCA KAL) % mPFS ZE K 5.4(9.3 vs
3.9MH , 4k gBRCA 578 fITHRD PH M ) 25 46K 9.1
(12.9 vs 3.8)1~ 1, HRD FHME HA% 5 7 1 2 JE Ak A
(somatics breast cancer susceptibility , SBRCA) 5 4% 1]
% mPFS £ 9.9(20.9 vs 11.0)0/4™ A , HRD [ % &
HHEK3.106.9 vs 3. H . JEHLIFJE BN A 3kt
TBIT AR BR BRCA FAR MR A 1B BBUBR S 2 O S 988 1)
PARP #Iffil 5. 7EVFfl e hriiJefE N 4 Rl w2k 2
RN G B 1) J5 2R 5 258 T AU Y1 QUADRAPIAF 5t
o, IR T 463 9 B, TR ALRE VIR 122
B IR JE B B 300 mg K 17K, B & H B
kAN AS W] i 5% ) 5 0E , BE  mPFS ik 5.5 AN A
mOS M 17.24 H ; Hd BRCA 8748 5 % ) mOS 1% 26
A~ H JHRD P 1 B #1345 19.0 > F HRD Bt 8 %74
155 BT XIS, 52 E FDA T 2019 4F 10 H
HEvE e Fila 2 A T35 97 HRD FA 4 O 858 3 263697 5
HI4EREIBTT - AVANOVA2 iR Z6E % B JB Fr i JE Bk &
DURER BB 5 245 Je b A Je Ve o7 AR BUR R R N B
BEMR N T 9T BB, 111 L R A H

iR 2 e Riin e 4, A B R LIk DR $i
M1 JE 300 mg, BE FH 245 40 45 3 J& — Un A DA BR Bt
15 mg/kg, B 2 g 3k o A7 BE U5 I 1R] A 16.9 4
A JeHrma e A DA ER B P ik 52 Je b ma Je 2E K
B H mPFS 6.4(11.9 vs 55N H . XA M+,
HRD FH 14 & % /) mPFS £ 5.8 (11.9 vs 6.1 H
HRD B 14 & 3 ) mPFS #E K 7.1 (11.3 vs 42) 4 H
BRCA A% £ Y] mPFS #E K 5.4(14.4 vs 9.0 H
3F BRCA 7845 [ 8.3 mPFS #E K 7.1 (11.3 vs 4.2) 4
H ., T4 N 6~12 F>12 4 H 1) B % mPFS 73 5
FEK T 91113 ws 22N M 7131 vs 6. H o
WELZHICA , TE 1 HRD IR AS \BRCA RS TG4 1R &
ZK,ehitn e 5 IRk PR & B T UK E K
O S0 SR I T2 e R e . 20194F 9 H 28
H R i 988 N ) 2% 2 (European Society for Medical
Oncology, ESMO) 2= A4 1 PRIMA 248" [ Hff
FORRR A AP T e BLmA JE 4E R iR T — kS
VBT A R I I O S R T Ak, L 733 AR
201 BEALSFC 1 R JE 1M JE 200 mg 5% 300 mg £ K
1 Yk CHR 5 HB 3 5 2 4k 3R of /N AR 50 vl i 360 B
A, AR U TR 13.8 4 AL Je b e 4 &
H 1 mPFS #2 A HAEK T 5.6(13.8 vs 8.2)MH ,
ORBAE T R BRI T 38%. HRD FH 7% & # 1
mPFS #EK: T 11.5(21.9 vs 10.H) 4 A , B R8I T K
B B4 7 57%. £ HRD FA ¥ H BRCA RAZ & 35 (1)
mPFS #EK: T 11.2(22.1 vs 10.94 A, B R 8L T X
K B A% 7 60%, HRD FH 4 - BRCA B A= Y (1) i &
mPFS ZEK: T 11.4(19.6 vs 8.0 H , E R BB T K
FEAIC T 50%. 10 58 B (R B tH PARP 41l 71 ££ 7
J7 HRD FH /9 14 51 S50 (10 %5, BRCA FEAL 1) o
3K %% B N, HRD F 1 \BRCA B A4 R s vk, 3F HL
7F HRD B 14 i 58 3 v 1 00 %2 31 3K 28 ( B R 54T
TR FEAR T 32%) o 7 2020 4 35 [ A F i g8
2% 2= (The Society of Gynecologic Oncology, SGO)
2 W, PRIMA 8F 58 # A AT 7 IR E R 5T 4 S
AH O B, A N KA T IR 5 2 TG HE R AR
0T [A] o BB 1) IR S 226 9T B (8] Ctime to first
subsequent therapy, TFST) 24 18.6 vs 12.0 /> H , HRD
FHPE B H ARIAE]13.7 M H  HRD FIPE G 11.6 vs 7.9
A~ H 3PS 2 085 A s, (B0 %% 21 HRD B 14 £ 25 %
1% T 7 12 JE B AE T XU (] 44%.  OVARIO 1F A
T AR RAIT A DURER B A N JE e
B JE A DA% Bk TR A 4E FE VR 9T T AR T .
LA 105 4] B N, B A B R A DUARCBR B T
15 mg/kg, B3 A 1R, FFLE 150 H s e himm e
200 mg 2% 300 mg B K 1k CHR 4 58 25 25 45 4 =1 A
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I /N AR T ERE LR B, RR 4R 3 A Bk kB K&
AT Z ) EEE . EBE U2 6 A HIS,89.5% 1) &
F PRS2 T 4EK, H #1 PFS A1 OS HdiE i A il #4
2.2 Biag R (olaparib)

BRI JE A& — Fl 1 IR PARP 4701771 , 4 B 4 ARy
PARP. 7 Study19i{5atrh, SLgh N T 265 Hil BEAT 4%
i 2 L UL AR B BRI S MU B R SR O e
Fo 10 BN 32 BRI JE 400 mg B K 2 YR B 2 R
), BB JE 4H B mPFS ZEK T 3.6(8.4 vs 4.8) 4
H i BRCA 58748 (R R AR RFARS SOM B, 1
Fr M7 JE 4 B mPFS B2 K T BFIZH (11.2 vs 4.3
H B AR BRCA RA2 B A AL R BN, {H 2H 1]
ZRE N1 4 vs 5.5 H ) s YL #H mOS %A B
# 5% . BE )5, LEDERMANN 25094 38 7 B4 if JE
Study19 Kk 71 4~ H (1Bl U7 s B i Jé 41 5 2 it
#2H mOS ZE K 2(29.8 vs 27.8) 1 H , 5 BRCA RE5 K]
B IEK 4.7(34.9 vs 30.2)N H L BF A2 T BRCA B34
mOS 73l /& 24.5 F126.6 A~ H s 4 2 1 TFST 43 %)
2 70.8 #139.0 ™ H , IR JG 82097 BAE T I 18] 73 1)
N70.9F17.8 H . FRIEDLANDER %5043 1 B 15
F 784 H I, 11% HFHRURSE R o (0 SR e it
T 64, 4—2F# % N BRCA A ¥ . SOLO 2 ik
SCIVEAY T OB A JE VA JT BRCA AR | & /b % 52
2 255 B T I AR BBURS B O B LI (R RUUR L 295 44
AN, 201 Bl AL 43 T 42 52 B IE JE 300 mg B K
2 IR, 25 R R BRI JE P AE K mPFS 13.6
(19.1 vs 5.5 F, B Jé 241 7 7 TFST 4E K 20.8
(27.9 vs 7. F L 3k e I 18] 43 il g A 1 1) A
18.4 4 H IR JG 8RR ¥7 I (R N %A IR 2R 18.2 4
H o 2020 4 M P 3 B R % 2 (Asian Society of
Gynecologic Oncology , ASGO) % X SOLO 2 i 38 OS
() 10 Sk AR 15« B V5 IR TB]3E 65 AN H I, B8 4 1 JE 2HL (1)
mOSiES51.7 A R4 38.8 4 F , FARSE T KUK
26% s R 2H FE 5 10 5 AR AE A7 2395 0 h 42% 1 33% s A
22% (1) £ 3 A5 FH B e SR I ) e ok 5 4, FH 24 30 1A A
HELE g . SOLO 1A AP PEAL T Bhiin Jeva 7
— LR A ALY IR I R 2% M 1Y) BRCA 578 i 1 B L3
BT ZIE IR T 391 A, 201 BEAL
F 32 BRI JE 300mg B R PR R BLH 2, LR
BB . 45 B EORBE DT 2 414 A, BRI B
H 0 2 B TR ZH AR L - BB JB A AR 5 9 v 3 i B
FETZ AR 70% 5 3 4F P A H B3 1t F2 sl Rk AR BB T2 1)
JUZE 53 5 52 60% Al 27% , mPFES 43 Hl] A& 1 oA ik 5] #
138/ H + AT LW &2 S48 H B hr i Je 2 445 24 1) /2
5 F4E3k 25 . 2018 4F 12 7, 5 [H FDA it H
BRCA T2 [ 6 1 N S (1) — ZR4ERFIR YT . 2019 4F

2 & I& IR M 98 %% (American Society of Clinical
Oncology , ASCO) 2= M7 T SOLO 1 #f 7t 1] 2 T E.
A3 BT BN < WD IR TR RR A R e JE 4 RN 22 R 2
) mPFS 7 A AR IE B A 1534 H , A BcEF AR B
) mPFS 4351 4 33.6 F19.8 A H 5 T AR Ak 213 =0
I A f B SRR Y JE 2H N 22 TR 7 2E 1) mPFS 43 7
29.4 F111.3 N H , F AL S AL B B35 11 mPFS 73 5
NARIEFIF15.3 4, BRCA 1 %78 # 3 [ mPFS 4y
BN 41.1 #113.84 H , BRCA 2 %48 3 1] mPFS 4
SAARIEEIFI13.8 N H NN B AR FAR
2 () T AR B8R R L J2 75 BRCA 1 5 BRCA 2
FRAF A e PRIR 7355 F o 64 491 o [ 2B 2 op 7 B 1
I 1AL A 304N H B i JE 4R IR 4 1) mPES A i ok
KFIF9.3 4N H , B JE 41t i BAE T RV A
54%1, 2019 4 ASCO < ik A4 T SOLO 3 FlI
CLIO P TAF 7L 45 3 - SOLO 3 3R EGH N} BE A 4252 5k
32k e LA ALT ) gBRCA 2848 (AU 2 U S =
& AT BB JE VA IT R R 25 09T IR 9T B X L,
LN 2H 266 ) 3, 201 BE AL E: 2 BbiH JE 300
mg FF R PIIRECA 25107 , Bt E . g e
A €K mPFS 4.7(13.2 vs 8.5/ H , B JE 21
) ORR 1% 72.2%, F 254097 41 555 N 51.4%. CLIO
WIS L T BB e 5 B 2T iR T SR PR OP L
T (R F A IENAL T 100 4251 265 82 K B3 1% 60
AR B TR R 20 1 BENL 2 e IR B
FiMJE 300 mg K 2 KB 40T . AT B A,
BT 24 5 8 3 AE IR BLRL IR JE J5 ORR 2 18%, HR.
Zi AR IT B3 ORR N 6%, Horh gBRCA R A2 [
ORR 435l 9 36% vs 0% BRCA %7 2£ 74 f£] ORR 73 7 A
13% vs 6%. 2020 4F SGO 2 H AAf | CLIO FfUEK
H [ EHE - 60 44 N 2H 11 40 B0 BB 35 35 0 gBRCA B
AR, BB JE 4L I PES N 6.4 4 B, BAZG 4K
7 21 BB 3 1 PES SN 8.5 /N H , I 4H B8 3 11 OS 4
W N 23.9 K 277 A, ORR 43 5l A 40% vs 60%,
DCR 43518 80% vs 85% , I\ N B AL JE IR ¥7 gBRCA
Y AR R RBUR SR R O S 5 A R AT R T BUR TG
B 255, AT ASE BRCA 58738 WG — by
2 ) 1 11 B L0 £ 2, PAOLA-1 B 50 L 8¢ 1 B
MR I & DUARER B pL 4R RE VR T 5 DR ER b s 2 —
LAEFRRIT AR . WAL N T 806 B L2111
BEHL 23 Bie 42 52 B0 JE 300 mg B K 2 YR 24 R 7
o2 4, g BB 24 3 A — Il DUARER BT 1S
mg/kg FFEE 15 H o BT R RN BRI R BE A DR BR
FPLAH ) mPFS Ky 22.1 N H , LRI DR ER Bt
R mPFS 4 16.6 1 F1 , HRD A EL 83 L i ges 5 Jek
4 [K] (tumor breast cancer susceptibility gene, tBRCA)
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FEAG B35 1 mPFS 43 24 37.2 vs 17.7 4~ H , HRD FH
£ . 4F tBRCA .34 ) mPFS 4 ) v 28.1 vs 16.6 1~ A,
HRD A& 2 () mPFS 43518 16.9 vs 16.0 N H o 3
T PAOLA-1 W} 7845 58,2020 4E 5 F , 35 [ FDA fib i 5
B e B DUARER S PUAE 9 HRD FHPEVIE & 84T
15 CRELPR B3 ) — &4 FFBIT TR Z — . 20194F
Oncology Z4 &R IE 1 B4 A JE 1k A vh Hh JE A7 v 7 40
U 2 % 90 e R RIE 9T BCRU i SR SR N T 90
i 8, 101 BEALZ 0 22 B M JE 200 mg B K 2 Ik
A P Hb JE A 30 mg B K 1 IR B 25 BRI JE 400 mg
RER 2, BRI ILEEE . A A7 B Uy B[R] 46
AN H A% B A JE K PG Hb Je AT B A IR T R 2
$7. JE %E K PFS 8.3(16.5 vs 8.2) M H , £ K 0S 10.9
(44.2 vs 33.3)1 H ; /£ BRCA By A= R4 A\ B, BE S H
24535 %5 B A B, PRS JEK: 18(23.7 vs 5.1 H , OS 4
£:14.8 H (37.8 vs 23.00 1>, gBRCA =48 £ 5 W41
PFS(16.4 vs 16.5/ A) } 0S(44.2 vs 40.1 > H )3k i
R

2.3 & R (rucaparib)

T RIEJE A& —Fl RN 7 PARP 1.PARP 2 1
PARP 3 #l#i 7], ARIEL 2 #f 5t , 155 BRCA R4S
B BB S R O S e R A LG, B R R e T g K
BRCA % 48 # % ) mPFS 7.6 (12.8 vs 5.2) ™ H &
ARIEL 33R58 rp , b BEAF #5252 3ok 2 28 DL 4 2%
GOSN LI S e S SV RS s Sl G
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