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[Abstract] Ovarian neoplasm has the highest mortality among female reproductive system tumors. The methods of
treating ovarian cancer involve surgery combined with radiotherapy, chemotherapy and targeted therapy, yet there is no
significant improvement in the survival rate of patients. Immunotherapy is a new strategy for malignant ovarian tumors and aims
to boost the capacity of the immune system to recognize and attack tumor cells. Some of them have been proven to show effects,
among which programmed death—1 (PD-1)/programmed death ligand—1 (PD-LI) checkpoint inhibitors had been applied to improve
the prognosis of advanced, recurrent platinum—sensitive or platinum-resistant ovarian cancer patients. PD-1/PD-L1 inhibitors
include Nivolumab, Pembrolizumab, Atezolizumab, Avelumab, Durvalumab, etc. In this paper, we reviewed the progress of PD—
1/PD-L1 inhibitors for ovarian cancer especially the combination therapy.
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FEIR TSR A A . bR A0 vT LTS PD-
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T8 A I 20 B A 1 I BB A, DT & A g £
PEPRIRE, R, £F X% PD-1/PD-L1 ¥4 1 A
JE B (PP FA)) BB BELIKT 122388 6 , (3 T 40 Bk &2 G 28
TG DR G PE N 25, i 150 B 2R Ge A 4 I e A L 1)
RB T, X HLR T I AR I R 7 S B RS . 5 A
W EIL, R ZEIN MR HAT = 225K/ PD-
L17, 2 H: PD-1/PD-L1 #il50 Se 27697 He 4t 17l fig
P, HAETH WA PD-1/PD-L1 14154 Nivolumab
(R AT PT, D8 FAHT )  Pembrolizumab ( Ik 48 5.
BT ) \Atezolizumab (B4R ERFAHT, Bl A2k B PT ) |
Avelumab ( BT 4 P47 ) Durvalumab ( B A& F JC #.4T,
RS SAGT) DL = 0 R R BT {5 ]
PU AR TR TR R BR b4

2 PD-1/PD-L1 #DHI 57 5P S5 Hh 9w R Bz

2.1 Nivolumab jg 77 I EEHI IR KRR 2018 4F
Matsuo S5E0%] FL RS 75 [ 3L A (breast cancer suscepti—
bility gene, BRCA )5 7% [ Y & % M - iz 4 B0 B39
S (n=5) Flki B0 B SR (n=1) HEAT T [l JBT 14 3
Mr, X 26 E 3% T Nivolumab BAZI597 (3.0 mgkg,
RIS, 5 4 RS 1 RANER 15 R& 11R0). L
BETIE 2 13.4 A LA 3 58 22 52 % (complete
response, CR), 1 |3 73 2% fi# (partial response, PR ) Fll
2 1519595 7 & (progressive disease, PD ), & WL 2% fif %
(objective response rate, ORR )N 67%. ZWFFE R,
Nivolumab HL—¥7 i 32k R 4F, A ATE— & R EE -
BHLITE St b Bz P DR S48 1) & € . ZJ , Normann S5
HEFT I —TRUIG RSP T PD-1 #1136157] Nivolumab
XTI 247 B 5908 £ 3 (A EE R I RT3 I P IR
118 BB 2 Y P SR, XN Nivolumab
FZIBYT (3 mg/kg, BRI, B 2 JA 1K) BRI EE
1] % (disease control rate, DCR) & 44% , H.rh 8 {513
JiF AE (stable disease,SD),6 fiil PD,4 f#i3E1~ ;18 {4
B A AL BT (overall survival,08) 4 30 J,
w7 Te it JE A= A7 (progression—free survival , PFS) &y
15 Jd, Az kvl 30 8. A B AL T
Nivolumab 7& 20 i} 24 5P 554 £ v (22 2 PE A
P TEE 2 AR 2 (1 me/kg, B T, B 2
JE 1Y) R R 4 (3 m/kg, WK L A 2 JA 1
), 20 Bl 3E W) B R (overall response , OR )}y
15% , HoP A 4% 2 fil#E42 CR i (3 mg/kg) ,DCR A
45% o ZWF L AR PFS O 3.5 4 H (1.7~3.9 4

H), #0829 20.0 DA (7.0 A H ~00)M %58
L R I R AR AR T LA HAB S AR S T
SRR IEE (B AR 1 1 Rk 2 9%, 0F
FUERTER), Rl IR e B Al A o v A ™
AR A BRIl R B s o 2 EIEN]
T Nivolumab IR Y7 24 14 B 593 £ 3 1Y) 2 PR A
I RS 7L

HTFHRZGRT R, MREFGRE LT
PD-1/PD-L1 I 57k . Zamarin SF"MHHEAT T
— I I 39 11 IR 3K 58, HE %% Nivolumab #1245 5
Nivolumab % Ipilimumab( CTLA-4 51 ) BE4 FH 245
X T 0 A B T 24 1 B B 9 A8 I R R 25
5o 100 i BEHLMFCHEEZ Nivolumab (n=49) 5§,
Nivolumab il Ipilimumab (n=51), 7£ Nivolumab P2l
I 6 BIBIRSE R (12.2% ) 7EBCG 2541
16 BIZEfi (31.4%) . FLGFIESLLH Tz PFS 4351
K2 A HA3.94H . 5 Nivolumab HLZJIATFHALL
A 25 20 B 0 R sl b T XU, b S R AI 932 RS
'tk 053 (0.34~0.82), FET-fE K Lo 514 0.79
(0.44~1.42) . ZMWF5E 1B Nivolumab F1 Ipilimumab
A A 255 5o fdi B Nivolumab AH Fu AT B /& 4 N 25
3 PFS RIkF . Liu S5 38 52 & 1k I MR 4
PR E AT T I T R, 2R R
T EA A Nivolumab F1 Bevacizamab (il N 7 4
P00 ) 78 5 % 1k b B v DR 98 R AT R
Horbfa 45 18 AN 25 J 2 F0 20 BIFA USR8
ORR 7y 28.9%, HfHUZ . ORR 2 40.0%(19.1%~
64.0% ) FAMZ5 % ORR 2 16.7%(3.6%~41.4% ) . 1E
PR KA BRI R T, TR PES Oy 8.1 A (6.3~
14.7 ™ H ). iz #E7R Nivolumab 5 Bevacizumab
G TS R b K 1 0 s JR 8 vh 2 T AT Y
JEHIE X TR 52 K v b B VR BR S BE
X TN 24 8 8 AT BE RS L e P HA TR =
2.2 Pembrolizumab &7 PEBEHIEKRHERE —
11T 5P EAY T Pembrolizumab V597 M &2 & P
OP SLR R E MM AR FRSE T 2 AR . A HIRSE
T 285 R JeRiEZ I 1~3 FINAYT, JCHR] R Ek
TCIRIT ARG A 3~12 D H 3B HIRSE 1 91 Bl , %6
HIHEsZ 1 4~6 FBYT , TR R ECTIR YT IRl =3
Ao 2 A% 3 A NKESS Pembrolizumab 200 mg,
A 411 ORR i 7.4%,B 411 ORR N 9.9%,2 41th
;2% i F5 25 B} [8] ( duration of response, DOR )43 51|
8.2 N H R A K # A 41 R B 411 DCR 43 51
37.2%%1 37.4%,2 LB PFS 22 2.1 A, %40
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F%UE S Pembrolizumab H.245 7E &2 & PR U 8195 g8 5
FeIH—E MY AL, I AR PD-L1 Rk 5
AT RONAT &, T RE AR YT VRS R B S5 7300
K I — T PRAFF T 40 ARG 26 151 PD-L1 P 1Y)
S RSVE BN B R B #5232 T Pembrolizumab 1877 (4 2
Jil 10 mgkg); Rl R 154 1~ H ,ORR 4 11.5%
(15 CR,2 {4 PR);7 1] SD % (26.9%). H{ii PFS
A0S 43050 1.9(1.8~3.5)4~ H 1 13.8(6.7~18.8 )4
A iz R ] Pembrolizamab 7EMEHH PD-1.1 [H
P O L9 B LA R AR PR I M O HL A T
FER L AP RN FE R,

— IGUFF P B AR AL T 3G IR SE A T
40 11| O 95 B2 -, B25% Pembrolizumab . Bevacizumab
MBI GYY, 3 61 CR(7.5%), 16 ] PR(40.0% ),
19 5] SD(47.5% ),0RR 4 47.5% , 47 38 #](95.0% )
Il R A 4 (CR+PR+SD) S, 10 f51(25.0% ) 12222
(DOR>12 P H )&, th i PFS 2 10.0(6.5~17.4)
ASHU Z 89 #2 BH , Pembrolizumab 5 Bevacizumab
B TR IABE I TR 520 R4, SR & I 25T
AR A2 R O SR BT 1 3R Y 7 R 5 S o RIS
T3 — TR S ) T A T G R SR A T
62 19150 $ig H o, VAL Nivaparib| 22 IR B RRAZ A
LA (PARP) # # 7 A1 Pembrolizamab F 1514
JPRUR IRYT J7 %0 « B K IR Niraparib 200 mg,
21 K hkid 5 200 mg Pembrolizumab, ORR 4 18%
(119%~29% ), DCR "N 65%(54%~75% ) , €345 3 1] CR
(5% ),8 1] PR(13% ),28 {4 SD(47% ) 1 20 {4 PD
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AR 245 5 BURR, A bR S RS s SRR A
Bevacizumab 677 , BEA 10T B PT IR ST RO B
(R0, Lee SRUMHEAT ) — 0 BRUAE Z2 Pt i) TR R
g 26 B IGIT )7 %N« Pembrolizumab % 3
Jil 200 mg, Z 3 bR RGBS 4 Ji 40 mg/m?, Y24
k4525 o 23 5] B Pl A by de A AR R A L 12 3l
(52.2% ) A ARAFIMIR SR %5, A7 5 ] PR(21.7% ) F11 1
1] CR(4.3%),0RR N 26.1%,6 5] SD £ 2 /0 24 J.
IZ N AT I 32 AT WA BN R, 3R
B Pembrolizumab #1222 F L G A (1 BB V6 T A
TR, RERATTIEAR AL T AN 2451 B 519 1)
HAUEE , B SRR ST A, BEA IR YT Y ORR Arp
£ PFS T Ukl 1 22 22 b A2 g B fA 5k PD-1/PD-
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2.3 Atezolizumab B NEBHIGKHER —W
[ $AZ por i R I T SE T 824 Atezolizumab 7F

2 M b B P BRI E
WFIEHRSE T 12 BIBP 510 A, Atezolizumab Hi—
SPVETE b R PEBR SR B P 2 P R 4F, WIRERA
I R IGYE , (AU — 2 5RY, B T Atezolizumab HY
BREF AR T Erh . FE—IUFcEZ e Th
WFFE R, 20 BRI 245 B0 Sl B 12 TIRYT a2 s
%M Atezolizumab 1200 mg I Bevacizumab 15 mg/kg,
ORR N 15%;8 5] SD(40% ) ,DCR & 55%, #{i DOR
AAIEH](11.3~00), 1P PFS 2y 4.9 4~ H (1.2~20.2
AHD A2 08 102 4 H (1.2~26.6 S H ). %
FE UL Atezolizumab BX & Bevacizumab 7E— L4}
2B G TR P A R A B BN (OB AR E™
FRHEBERF R 2 1 — I [ BRI 5 o3 A 7 KB g
BE B i RHIRE AL 124 451 1 SRR SR g, ax s i
HHTAARSIIGIT IR AR 6 D Himghsknh B A
JEAT 2450, 4R BT REI 2 2 B, Atezolizumab BE&
Bevacizumab {4 &1 ip [F] 417 i WGTECT TR 245 51 5298 240 it 3=
A2780cis RYIEFH IEFEFIIRZE, IX A ES Bevacizumab
LT T 5 B SIS R 3(signal transducer
and activator of transcription 3,STAT3) Tl [ 57 -
] Ji Ak ( epithelial-mesenchymal transition, EMT ) Fl
PD-L1 HFEAA K. AN, Bevacizumab F1 Atezolizumab
TEAR PN P )5 BT R 1 T2, 3ok 28 T 30 g U it
252 MDD SR R R AL TR AIR T RN

2.4 Durvalumab 57 P EERIEKERE Lampert
SEPUHEST T PARP #I57 Olaparib A1 PD-L1 151
Durvalumab BAIGYT & &ML OP SR — e 1T
WAL Z R IR ZE Y 35 B K VEBP Sl R 42
T =1 ARIRYT (K452 2 K Olaparib 300 mg,
4 JE 5% 1 ¥ Durvalumab 1 500 mg Ff ik i3 5,1
ANRIT YN 28 d),ORR 24 149%(5/35;4.8%0~303% ),
DCR } 71%(25/35;53.7%~85.4% ) , 7% 30 {511 24
BT 3 4(10%)DOR Hy 17.2 41,7 41(23.3%)
PA T 2= 6 D HBBIRRE M . XRIESEHTE
A2 ZRRYT AT 25 8 b, AT PARP
) S G A A i BT B — 7 12 s S R A R T
PR BREIRYT AT s R A I R £5 4b (=6 S H ).
b, R R, XA O GIE v TR
(IFN—y) #1 CXCL9/CXCL10(CXC chemokine ligand)
FIRIEN 2B TEN—y/IR IR SE N 5~ (TNF ) 14 A2
AR 41 b L2 200 S 22 | 3 3R B A T A e A
o IFN—y FiAG N PFS KA, KU L (hazard
ratio, HR) 4 0.37(95%C1:0.16~0.87,P=0.023 ) , Ifij Ifi
BN A K A F 52 K 3 (vascular endothelial growth
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factor receptor 3, VEGFR3)/KFE-F} 55 PFS i/ AHC
(HR=3.22,95%C1I:1.23~8.40,P=0.017) ., X 71 FH KT
L% W B2 A K 7 (vascular endothelial growth
factor, VEGF)/VEGFR 3 [ X £& /5 PARP 417 il 57 1
PD-L1 BHIBTEXA T2 BT 300 e R A2 . Lee 2522
2015 4 6 H—2016 4F- 5 H Xt 26 B1& Kt PE A iE
RGO ENEME JEAT T Durvalumab BX 4 Olaparib 1§
Cediranib( VEGFR #1i5] )7AY7 09 T 15, Hodr g
B R Z MR (19/26,73%) . BT TEN
Durvalumab PA 10 mg/kg 45 2 JA 5 1 500 mg 5 4 J#] 1
WK KA 45, Olaparib 300 mg 4 H 2 YK, Cediranib 20
mg LR 5 dAEH 2 d, #3Z Durvalumab #l
Olaparib TG IRY7 19 12 2 I T 2 il PR(15
AHF 11 A H) A1 8 41 SD(4 4~ H ), DCR N 83% .,
1£3825% Durvalumab #1 Cediranib J897 19 14 #i| 8 &
H A 12 AT IREAL R o gE E 6 5] PR(5~8
A ) F1 3 ) SD(4~8 /4N H ), 59 2 il %R 50%
DCR K 75%. {HJ2IGYT RN 5 PD-L1 Fik T K, iX
R EUARGE P PD -L1 5 Olaparib . Cediranib B4
IBIT R R MR IE RIS o RIS G SR T T
—Ii Olaparib ,Cediranib 5 Durvalumab & 697 &
PR EMEIRRERY T HAESY, LR T 9 Bl
(7 151 51 S48 1 85 DI 1 49 = B SRR )
Horfr 4 1 PR(44%),3 1 SD(33% ), #¥82=6 1~ H ,
G R IR 25 2% K 67% , % WEFERIAEUE R, FE 2000 O 4552
o ZFIRYT IR R ARV E AR D, 3 B2
A IBYT AT LEFE 2 BRCA 98758 (1) Fe % AT Tt 37
HIFTARLHIP, Zamarin 25259547 7 56T Durvalumab
SR 24K o EVE TPIV200 651697 1 151 U1 6195
MAER—T W50, g A 27 Bl
Durvalumab 750 mg f & 7F 1~12 MRIT AWIIES 1
KNG 15 REIKZ 25, TPIV200(500 g B ) S5k
2 i — 5 I 4 L 4 7 8K R F- (GM-CSF ) (125 g TR
BIGTES 1~6 ANIRYT RIBIRIEE 1 RN ST ,28 d
J 1ANEIT . 9 411(33%)SD, DCR A 37%(24.4%~
100%),PFS N 2.8 I H (2.5 1 H~»), 6 I~ H PFS %
(6— month PFS rate) N 11.1%(95%CI:4.9%~100% ) .
T I B AR DT TR e, N A o
1T PFS 23#r . SRS 297 8CA BR ,{H 0S 2 21
AH(13.5 4 H~e0 ), P BETTETE N 29 4~ H 12 4
AW 08 9 66%(52.9%~100% ) , 15 3% Fl € 28 43
23 Z2 PR YT B O S AR P R IR A 5 TR]
T TS FRSZAR o JE P HERIOGT BF SLR YT I
Bk,

2.5 Avelumab Bfr P £BHIGKIHRE T3
T 125 {5 24 A g A B B R A Y T I IR
PPl T Avelumab B2 17 850F1 2 4V, T A iR
T2 Avelumab (5 2 Ji] 10 mgrkg) By A7)
2.8 1M H(0.5~27.4 4~ H) A BE DT E 2 26.6 1 H
(16~38 1~ H ), 12 1% WL f# (9.6%,95%CI:5.1%~
16.2% ) ,£145 1 1] CR(0.8% )il 11 1] PR(8.8% ).
1 4F PFS FH 10.29%(95%CI :5.4%~16.7% ) , F1{ii. 0S
112 4 H(95%CI:8.7~15.4 ™ H ). %5 4es
Avelumab 7F$% 32 i Z R ETHHTA YT 19 2 & Pk sodETR
P O SR 9 RR 3 v Sl s B R T PR R AT A ) i
PR, BT A IS IEAE A T — T AL = 1
BRI, B 7F HCRCEN T 24 /36 PE 2 & 1 B0 95 , sk
PLRER A # ] Avelumab , 22 5% H B2 AR A T4 1
AT R BN S I R R0, H R UESE
FW] Avelumab H257A Y7 5 A AL TT 1 W] OGBSI 2R
MEVA PR/ 251 58 2 1 PFS 88 0S, (HENTHEH K
FEA R I R GORMIESS .

3 FHEERE

PD-1/PD-L1 #5057 v 2 3 47 BP S8R T 1Y
B, JUHAE 5 A e/ 21 0 g b R H—
PITT IR TS E . BEB B & AR R T PD-1/
PD-L1 HL235y7 UP L3 , A FH 25 3R A5 4 iy it g
FEBEA H 2 F 2 PARP M 5] \VEGF 1) il
) \CTLA-4 550 PAEBERE 2 22 LU 2 BRI Ry
GREERTHIRAE, (EAnfrta 2 A7 6 Tl R =
ARk

KBRS 25 B PRIF 9 R BEA B 524
Y R R R, A 5T RS 203697 XN
T Bl FH 24, EE RIS 4 A RN, 3 AT R Ky B9 L9
(R 1A Y7 U HE PD-1/PD-L1 IR 1A 7 44l
TR B (B B AT R AT I B T 24/
RICTT I R G B S0 R, R R OGS TR T O
B BE ORI, X Tk 28 825 0 ] PD-1/PD-L1 41f
IR AT RE A ANFEINLEE . 7346, PD-1/PD-L1 #il]
F5 Ay sl M ) 25 IR AR 2 R R B
Xt TR BB AIRIT 25 4L A 1 0 KBS 5% .
HTiij PD-1/PD-L1 SPEIGIT A W 5T IEAE AT
FEAE FEAN A BB 236 76 76 B S (13397 v
KA BV ERT, M ORI R R 7

2 % X W
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