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Abstract ; Epithelial ovarian cancer (EOC) is a serious threat to the health of women. Currently,
surgery combined with chemotherapy is the main treatment,however,as the disease progresses, it
is inevitably to relapse for most patients. In recent years,targeted therapies have made break-
throughs in the multi-line treatment of advanced EOC. Several studies have shown that targeted
drugs including poly ADP-ribose polymerase (PARP) inhibitors and anti-angiogenesis agents that
used for maintenance therapy can significantly delay relapse and improve the survival of patients.
In addition, single-agent therapy for patients with relapse after multi-line therapy also shows initial
efficacy. Although the efficacy of immune checkpoint inhibitor monotherapy is limited ,the combi-
nation with other targeted or chemotherapeutic drugs can improve immune activity. This article re-
views the research progress of targeted therapy and immunotherapy for advanced EOC,and ex-
plores the most precise targeted therapy for patients.

Subject words:epithelial ovarian cancer;targeted therapy;poly ADP-ribose polymerase inhibitors;
bevacizumab ;immune checkpoint inhibitors
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EF XS R P SE T 1 (programmed death-1,PD-
1) e BEHTAR AU 4E Pembrolizumab 1 Nivolumab &%
P PEBE T B AR ) 2 g FEPU AR (programmed cell
death 1 ligand 1,PD-L1)f3% Avelumab  Atezolizumab
1 Durvalumab , DA K 81 X7 20 i 2204 T 90k B2 490 ifg AH 5¢
HHH 4 (cytotoxic T lymphocyte-associated antigen-4,
CTLA-4) (1) 5. 5 B LA (Ipilimumab) 25 75 Ff 4 2 K6 A5
S AR (immune checkpoint inhibitors, ICT) # it i
MTRYT ZMuBrE R S48 PD-L1 & b RPN S
AR ek B4R EE XS PD-1/PD-L1 5 CTLA-4 (¥
ICI B 2597 AL R 5.9%~15% W) 25 fif % 1), 35X 7]
AE -5 b B B S8R IR RE 3R 3k i gg R AR A AT Al = T
NN G e bR A DG . 32 S O Ik, PP TCT AT
52 % 1 B B LR B fe R F 7 KEYNOTE-100 A
5% , Pembrolizumab 41 5K ORR & 8%, ICI B %4
FATHAK T A8 B0 RO IR, 5 7 1
AW bR T SR R R IR RIS TR S
TCT A S A4 i TEAE BERIE 5T

AR ICT ALYT T VEGF \PARPi 45 K &t #f
7% IE B 2 JF & . H i, Nivolumab B¢ & Ipilimumab
(NCT03342417) X Durvalumab X & Tremelimumab
(NCT03026062) 45 WA iaI7 b K M O 598 14 11 IR
B LERT I,

W5 BRCA KA1 HRD 555005 I %
72 87 Ay K i e 152 3 UK L A MBS B AH G, PR BRCA
RAR BB L o B2 SIS PARP IRIIGY T 7T fE
B B R I R I YT, TOPACTO AIMEDIOLA
50 A 2 W], PARP 0 IR A T PD-1 $L ik £7
(A3 T 0 SRR 2 Pembrolizumab
1697 PRROC A9 % & ORR J % 9% 5 i 3 (disease
control rate, DCR)73 %14 23%F1 64%"V; J5 & W, B
$r i JE B & Durvalumab 3697 BRCA %428 1y PSROC
S AHE mPFS 7 11.1 4~ H ,DCR ik 819%™,

ICT BB ARyl i i T S e A sE v 97k
B BT S B O e T P A S/ B 92
P00 ) 200 Y 5 kA 1 iR A7 IR A e S LY, JAVELIN
Ovarian 100 F1 200 il 4 ¥ 3 it Avelumab f.245  fk
7L RIS IR G IR YT ASCR B BT 11.2 4
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AT PFS MGG, J5735 OS Al PFS BURIRBIZ A,
{HZE LA NFRES B GIRIT R 25 21 1% ORR 43
MR 13.3% 3. 7% 4.2%,

VEGF J2 i 96 130 0 55 v i) G 28 10036 1) S B A
# , 9L VEGF/VEGFR 254 ] LAk /b 75 1 T 4H i Fn
T 22 400 T 200 B, 38 50N, T 4 B A s DT 4
I g 7E A Liu %1 B Nivolumab B4 D1
U G2 2 AT 3K 28.9% , Ho i AU - 35l 40.0%
BT 25 5 H N 16.7% . 2020 4F 5238 A Aii 1 6 T
Famitinib 565 I 5 F R L HTIH 5T PRROC IIRICR 4
NJRE (ORR:29.2% ,DCR:62.5%) , H 2 4 pEnl 5
32 HfhmEAIT

B 1 ICL, i AL 46 3 Ak S e 16 7 Sy I 551 e
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B N o] 5 R = 1 DS B N R e D e 1o |
5 FAEAT VR B R e RN R RE T, E A A
FEHE 1A HDAC #0157 DNA H LSR5 1, i H i
fiff LSD1 ZH 85 (145, DA KA a) 8 15 il el 2,3-
SR AR BT PD-1 G RNAYT TR PN S
B If6 PR 128 56 1F 7E UE 47 FR (NCT02901899 .02900560) .
AIF 5 2 B ol g 928 T (A 968 T AL 2R /R i e Y
FE VR AR AR A0 B Y B AR ) AT R AR R T
L T, DN T 4R v 2B AR RSk R A A b M O R
S TE N IS RE F8 3 IR YT SR AL TR SR s, mUR H G
AL T R B B, B T AR 25 (B AT S A
WIRE,
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2y 70% 01 3R b 80% 5 K b Kz 1k BP 5 9 2 ik it
1% 57 & (folate receptor, FR) , 1M 1F % DN 8 I 57 21 it 5F:
AR, XA R 52 A B LA IR 25 1 Y
1,53 Mirvetuximab Soravtansine f&—Ff {5 FRa B
BUAARER 2, ] i B e PRk A K Bt 88 24 4 32k 2%
% FRa R IA Y b pe Ve 09 S 20 i b, AT i R Bt
HEHT T b B Ve BB S8 6T o BAE—30 1/ 11 AESE
% P, MirvetuximabSoravtansine X} & FRa 3 ik
(50% Lk L4 fE 715 2+ L) |- FRa %35 ) 19 PRROC &
HHA RIFATS, B2 RN 63% ,mPFS J 8.6
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W, HAET,ICI 2RI 8CA IR, HAEXTIGIR
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Z ., BV BRCA 278 HRD BHME: M5 LOH HoE #5752
PARR $ I FE T 7 2080 Oy 3, PR332
AR A B B 0 AR A . GOG-0218 5% 1Y B
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