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Abstract

Prostate cancer is one of the common malignancies of the genitourinary system. The current main
treatment method is radical prostatectomy and androgen deprivation therapy, but both have their
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own limitations. In recent years, the technology of gene detection is also developing rapidly to
guide immunotherapy. One cell programmed death receptor (PD-1) and programmed cell death
ligand-1 (PD-L1) has become an important immune checkpoint with important value in cancer immu-
notherapy. They work by blocking the suppressive effect produced by tumors on the immune system
and restoring the immune system'’s harmful effects on tumor cells. PD-1/PD-L1Inhibitors have shown
clinical efficacy in many tumors. With the development of PD-1/PD-L1 in urothelial carcinoma, the
mechanism of PD-1/PD-L1 in the treatment of prostate cancer is becoming clear, this article re-
views the recent progress of immunotherapy in the treatment of PCa.
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1. 5|8

B SN 2 H AT 23R BV RO 356 s B, ol — gt RoR, PCa MR RIAERIRITAH
FYEME R AL RS (1], AR SELE 70 B (2] FIHETA R B R BUE R, AT — Bl E
R L BIRPIVERT ZI B B, B B A AR NG B35 AR [3 ] I AP SRR I i 471 i s 28 2B 4 BT
s, AT VO U7 [ AT A e s AR, b I A e SR D2 I b R ) L v, EERTZE
25%~30%K0 T 151 f JR) a3 Jeg o SR TINS5 M R R B vy R A7 A B K PR A v A S S A I A R (4]
FUR T g 6 )T £ ELR VA YERT ZUIR VISR AR . JEGYT, IXEeER 2 A IR TT ik, MR )
e 22 DL 230 WA TT O, (R AE B2 S48 IR R, R 4 A8 TR AR VR I I 0 A 23 WAV T BURK (5],
Wb T B AR 2 H AR R 7 2 00k R, UER T AR A 47 2 (Overall survival rate, OSR) e, A
SERISE, W B HAEE AL 1 BT 5 IR (Metastatic prostate cancer, MPC) B #Ah4 k E AHFe M 2 APt AL A
5| i) (Castration-resistant prostate cancer, CRPC). 7 J{1J8 X} i % 2 F127J7 1% (Androgen deprivation therapy,
ADT) [6]77 B Zt G, H AL OS -8 2 & 3 5. iR kil kK &, PD-1/PD-L1 LA NE
B R A . BEPMEIETIE A 1 (PD-1)2 T AR W R dm s it , 78 F %)% R ARt
H RN 52 7 A 20 EZMEH o« FHRCAFE P PE AL TRCAR 1 (PD-L1)LE Mt e 40 it 3% 1 ok FE 3R,
PD-L1 2R E 1, POANRE G RN KL R 7. PD-1 A1 PD-L1 P 3EFEMEA, T iR PD-1
ISF A 200 PR R B, 0 1) 4 L R T P R A TR R R T . IR R G R LA VR 2 R E S, B 2R
FE/NAN it (NSCLC) JR % b« B 4l e (RCC) RISk 30  J5U& MEFFE (HCC) Ch ) 12 S A [7] HL3k
35 & 2 A R(FDARLE, 7R8I R IER C8 28 %: . PD-1/PD-L1 IE4EK H B A 3L 5000 1
BHXS PD-1 S LA PD-L1 TR AR RIS, A2 80% M 7t 5 Hofhy A AL &, I HRZEHE 2 1 L
VERFEGF R AE PD-1 15 5@ 8K, FFOLa3EHT 0 A0 ot 1) 5w

2. PD-1/PD-L1 BB EREPZE LRI TFHLE

FEFPESE T (T 1 (PD-1)/2 T JUIFE I 3% IS4l i 51, 76 F WGy R GORER o S 52k 7
TRAEEEE/EA . AR BET TRk 1 (PD-L1)ZEB MR S %15, 5 PD-1 454,
] PD-1 PR A5, 2515 B s ¥k % S 80ETF - [8]. PD-1 Rl PD-L1 &2 )& T %) 5k EE A (Ig)
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HZER) T RS R (. PD-1 AN Tg-V FELUIRAMSE f sk, — NSRS AR — A S B AN T IR R
(IS 5 35 5 B 2 R o 5 R 2 [ 9]. PD-L1 055 Tg-V Al 1g-C FERAR AP S RIS IR 4 I fn R 5 2
P05 5 3 A AR R B8 (101, PD-L1 F1 PD-1 i 4145 #4818 A AR B4 P 7T L% 5 PD-1 ORI A5 1k,
N TT 5 3550 20 O 2 52 A ik 2 IR 0 1 R 2 2 A T G R T R 7 4 Ser KRB BB AL 1] 1KLLk
BRIt A IR 45 7 B 5 542 SHP-2 Al SHP-1 & I PR 2 IR I R e LAk s T iS5 5. BRML4 | PD-1
(112 5PN 2K TCR (5 5 A S MEERE[12], SO, a2k CD28 A& TCR Al g2
SHP2 WEFREG X BRI B8 S 13]. BR 755 PD-1 AR EAEA 4L, PD-L1 &0 LS CD8O AHEAEH,
CD80 ] LAIFVHAL ) T ZHMiAL #3115 5 [14]. PD-L1 5 PD-1 HI45 & AL R 7 20ek78 T M i35 1, 0
Hil T AHMOIGGE . AR AR AR R AR RS2 DR 15]

55T PD-1/PD-L1 i B 7E iR S i vy b B B BN E, Ik Ok 5 2 (1 S e A 75 2 (ICT),
I T f# PD-1/PD-L1 FIAE FIALHI T 6 & e v 7 ARS8 Tl s oA 2 X[ 16,

3. PD-1 #1 PD-L1 #Di57) BT B HA A 51 R 72

G 2 GEAE G T B B R A P2 AE sipuleucel-T (— R 43S 1 40 M0 9 256 97 320 B Bh Ja £ I PR
ST —IUE FZIT VAR T RS B, TORER B R & K1) CRPC & OS A B3 U5 [17]. Hitk
AN N FPE RGN IR LUE mCRPC (R H 23 I SGEE TS . ICIs Ok B AR VR 2 AN [Rl i E
TR 52 38 ARFE R 257 (R R AN 10%31 40% [18]1A8%5 o [RI I 75 A o Xof A 288 s 40008k 751 S I P A b
EW, DA R R M IEB YR T T A2 o IR TENT s8I 1 11 B0 S I S5 5L P g v Sy B

BCRER 2 (UEHE R B, PD-1/PD-L1 7£ PCa H {3 F kS 25 sl 52 — Fh & BRI 7732 . ICIs o] REXT A
& PD-L1 Bl RIE. w7 B E M PR E EMSE-H). A5 EL & 2 (MMR) R 1R 2
TV 2H ER S AT 25 . (E I 4T BT %1 I3 (Prostate cancer, PCa) R HHAT T FARE AW LR LIS REN
CRPC, U F I S VR 97 Jed ik A2 ) FH B A4 P AE R oIRGB I B2 1910 S ITVENE N PCa VRTT IR 3EA
JUAME s o BRR R AR 10T B PCa 4HMFRIA, 514 Al 41 s St R (PSA) BT 51 IR IR 14 s R i (P AP) R i 471
By SRR DR (PSMA) . B AR BAE N AT AR 1 5 e RGN DR E 05 . CRPC B8 2 (141 & 1
o EL R B PCa (BRI AR S HTIR AR RN, T AHHI[20]0 BEAE, Y23 WA VA T 48 G2 S S F (R FH 2 XU EE F -
BB S CDS+HIR IR I R EL 41 DL K CD68+ EL LT I i 2 PCa K 5 S B A 85 . % J7 7% N PCa
P T —FRIT 7, JCHAE AT PAZE K AEAE I mCRPC BORIRAS R [21]. % FEF] PCa [ R R, #
R Pk 2 BRI K I LA AR (R BBE 45 S LA S PD-1/PD-L1 FELWT#E JoAt e i b (1K Tl #E PCa HRAE
FAAG A R A 700 — P B 7 R 22]

4. PD-1 H#EIFFA PD-LI #1050 R B X KA

PD-1/PD-L1 %y far £ sl 55 CAE 2 Fh g i R B R 477 2% 4 1) 245 an 40 R JE 29T (nivolumab)
e R 2R B 4T (pembrolizumab) (#[A] PD-1), LA SRl B HIER HL 4T (Atilizumab) . [ 4E & F41(Avilumab)Fl
FEAFIIE B (durvalumab) (#E1] PD-L1), fEid 2P A8 7 HaREiasT s = . ICT BLHK S th g A
STE E PR N, #R) PD-1 8% PD-L1 FBE WP OO T R IR HEHE R 9697 S A e .
FEAE/ N K it 5 4 T BUBCT AR EG, PD-1/PD-L1 BEWHAYT R S m 7 KR M3, JE K T K HAA 17 1
(23] 5B pALTT 25 AH EL, W NSCLC BX A #0058 B 240 97 B A B AT 1K) — Baii 7 vl i SR BE R I AR A7 R 2
PD-1/PD-L1 il 571 EL A 38 55 (1) A A7 3R 25 R 5 /D 1A R 4[24

4.1. PD-1 #1355
PD-1 i@ S PR % T UM T A 351 T R8T, ERTT RE RGN P AEER
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KEZMIEH[25]. PD-1 FERERGNI KL BN P RIE, OF T 400, AR WIRIM. BV
YHARAN B RELAHA, N IRREERN, IXAEE M SRR A R T P

25 Rik, A eIt SRR MG R PEE T PD-1 80 PD-L1 #1#15I4E PCa IS H(H 1),
B v A 2 e SR 7 A ) R A 2 A 22 e i 28 2R (1 G 2 Ay A e A 1) ) v SR A B KRN B AT R 1Y A Ak
[26]. sipuleucel-T & FDA #t#i T mCRPC &2 (18 AU IE S 16 7 7 R I 238 — ANeiE e 1, e
HR[27]. FIHI— T I IREGIESE 7 PD-1 BHI X mCRPC A5 & TGS A — MEYE, iZiRER VPl
T pembrolizumab TE#: % B GGG 7RI RBEZAMIT I EE R, fEHG R PSA R IMA
pembrolizumab. FEEiE, X pembrolizumab < N3 & — FIRAHHREAE 43 BT B IR i P E A f e RIA
fe, UESE T B v AR G HRSEE AT BE X PD-1 HUHI 7 S B R A R BE AR [ 28 4 B, PD-1 4l 71
BT MK PUMEBCR VA TT U, B AR B E R RM BIE OL FRE R, VPl X P o] R
A RHTE AT REAE FTAT I, JF HLA5 7 RFXT PD-1 4] 551 R0 8L 2% 65 Jie () SO M ANV 245 PEBIL AR AH 2 [29]

Table 1. Completed clinical trials of PD-1 or PD-L1 inhibitors for prostate cancer
% 1. BEMAYRIZIBREE PD-1 5 PD-L1 HIH5IG AR 38

Z) MrEr B A WE P
. AR R
nivolumab 1 17 PSA J [%(6%) 1/17 A DB 2 e 8
Pembrolizumab + enzalutamide I 20 Pt Enzalustamide PCa PSA N2 20%
Pembrolizumab Ib 23 mCRPC ORR =13%
Pembrolizumab I 1 AL AZ R B e 2 i ORR = 100%
. . PSAS50 P& =13%
+ - y
Nivolumab + Ipilimumab II 15 mCRPC AR-V7 [A % (2/15) ORR = 25%
Nivolumab + Cabozantinib, _ sr0
Nivolumab + Ipilimumab + I 9 mCRPC SD _ 6604 (6/9)
1 PR =11% (1/9)
Cabozantinib
B R R
. . PD: 23.5% (4/17)
+ 1 RP
Avilumab + Enzalutamide 1 8 mCRPC SD: 70.5% (12/17)
N/A 6%: (1/17) NA
PSAS0 Wi R: 44% 6
durvalumab + Olaparib 11 19 mCRPC H PFS: 86.7% {13k

PFS: Ak

PD-1 i 71 5 A 25 M i 45 B CAE AT 7 B T ogb AT 1 IK[30], WA IEAEREAT IR 58 =i B (3
2)o FEMEBRZARBIEA R 7 (AR-VT)FHE mCRPC 234 1 1E45 7 7E nivolumab FF 78 I UL A H g
(ipilimumab), XRZXIHUHEMEIGTTIN 2 B NEE, H AR-VT HVERTSIER AN HAE 21
DNA BEHEF AL, XA AEAF I L fiRghf G e ity 7 UK 3 1], Uh4h, DNA BERABFRELE AR-VT
i E 5, I H PD-1 ) FIANAN A 2 1 T bk 2 4A AR SCHTE 4 0HI7I(CTLA-4) A& X7 E DNA 25
S mCRPC B A PuMEEtE, BMEMAI12E AR-VT BEME. —IUEERT IR INCT03061539) 1k,
TEVHEAH R 24, B nivolumab Il ipilimumab F T B G AN R G M AR AE B T 51 i o 2R B0k 48 35
1T 200 4 A MMR R[4, & CD8— T AR MRS ME L Ptk B3 . B, R E I AR e
{8 PD-1/PD-L1 #5536 77 M A T 5 B, 34 7 B0 2 T AANOR BV i a2 25 (B WA, IRl F R
A A 2E R FRUII 36 2 AR At S A ] 790 ) 2 A s R [32] o
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Table 2. Ongoing phase III trials with pending results
2. TR I EIRIG, SREE

it 24\ E DN %5 B ARG
FEAR RS nmPC 3 T HRIBENL. TFisthR
NCT03686683 Sivuleucel-T 450 S0 LB« AR P BERRUE ) AS % T 1T
(ProVent) P FEREAT R, (HERTMARESERS, MR A
gER,
BEHLXS RS, 7E4:5% EBRT HAREE AT
FrR g AU JRIBR PE PC B, HEAT IR Py i
NCT01436968 ® 1A T2 1 I IO 2 Rl (A V -tk) IR iR
(PTK03) ProstAtak™ (AdV-tk) T ik, AU DRI BB Z)
Y25 B R R AR E VR T S A, 1%
WA H BT IEE S B, MR AEE R,
2. ZHB(MAMS). £ 0 FEFLO I T/
(PROSTRATEGY) Ipilimumab 135 AN, 3 A7ERA REERETEROR U PC
(mHSPC)EE , %Wt MR IT AR T B
NCT04191096 Pembrolizumab 1232 7t mHSPC & 53 H AT MBENLN S A5, %
(KEYNOTE-991) B AN A A58, WA AR,
1E K% mCRPC 7 ABE32 L b LR
NCT03834493 Pembrolizumab 1200 YEIT BT AA NI 57 503k R () mCRPC &
(KEYNOTE-641) HATIIBENL. SUE R, % AT SR
FH, MARAAGE
BEHL BUE « 22 B R BT 5T, 6 C.485% NHA
NCT03834506 Pembrolizumab 1000 i NHA AN 32 10 R 8252584097 7 mCRPC
(KEYNOTE-921) BT TEENL. WE . ZRFIS R
R H BT AR, B RAE R,
FE AL HRRD H X NHA 1897 ((H AR P
NCT03834519 Olaparib plus 780 HALIT ¥ 76 X B mCRPC B3 AR g4 (b
(KEYLYNK-010) pembrolizumab Wle FFIRFREAI . A AR SE R,
[H1E /NP
TR 25 A A 75 D ORI A2 e e 2k
NCT03016312 Atezolizumab 71 W, REMIBIEL S, mCRPC 5% %+
(C039385) O BN RS2 AL, 120 FE A2 TG BRI,
{HAE,
Nivolumab + Docetaxel + BEHL. WS IS, BAPFAL rPFS Al OS 1
1volumab - Locetaxe LA L, ] mCRPC B x4l
(lelgcﬁrk(l)\é/‘lkiggll)%() Placeggihll)lz(::{clfaxel+ 984 JRHRGL + ZVIMRIE + HRIOHL S 2R +
Prednisone ZPifhFE + TRAIARIR L, X R E R
R EBRIE G E .
B ML S I RS, LAVl Fuzuloparib + F&
Fuplonarib - BRI LA 2 S T 27 + BT b e . 1
uzulopari S e = 05 A /7 5 =]
NCT04691804 Abirateroneplacebo + 804 AAIERE DNA 51075 (25 51 s A7/ DNA 55t

Abiraterone

Pifs 5 EFA K mCRPC &35 1 —23R97, A
tPFS {ENE B pi, W TUIEER(H MR 1H 55
BH
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Continued

Rucaparib Physician’s choice

NCT02975934 of therapy

Niraparib + Abiraterone +
Prednisone placebo +
Abiraterone + Prednisone

NCT04497844
(AMPLITUDE)

Talazoparib + Enzalutamide

NCT04821622 Placebo + Enzalutamide

NCT03395197 Talazoparib + Enzalutamide
(TALAPRO-2) placebo + Enzalutamide

Niraparib + Abiraterone +
Prednisone placebo +
Abiraterone + Prednisone

NCT03748641
(MAGNITUDE)

Cabozantinib + Atezolizumab
Enzalutamide or Abiraterone
+ Prednisone

NCT04446117
(CONTACT-02)

NCT03732820 Olaparib + Abiraterone
(PROpel) placebo + Abiraterone

NCT04720157 Lu'”-PSMA-617 + standard
(PSMAddition) of care Standard of care alone

400

788

550

1037

1000

580

904

1126

BEHL TSR 2ZE I RR % LIl rucaparib
69T SR PR B IR I LUKy e B A & i
Z Vi385 YT - mCRPC A [ Y5 = 2H 5 K ks
S R, ¥ rPFS AN 24T, A
LS

BEAL U IGACRE:, LAV B RE + B
HREE + RJEM 2B + Bk +
WIBRNATT . X 55 Fh 2 B i [ 5 4
&5 (HRR)E K 54 mCSPC B#H RN, 4
PFS TE AT EA fi . MR IEAH TS, H
AT IEEAH S .

PFili talazoparib 1 enzalutamide 5 % /& 7
enzalutamide J&J7 DNA #1{5i15 & £ K =248
mCSPC 3%} rPFS 15 B4 S )N
BEML. XCEIGRIRLS, Z0 BT,
HETIE/EH SR,

BEML. RUECGH 2 M)A, LAl
talazoparib + enzalutamide 5 % /& 7] +
enzalutamide 7ETCAEIR/AZ FERE IR mCRPC A1
A BIZ A DNA i85 Heba i B2 i
B2, K rPFS /08 32 44 i H AT IEAE A 52 8 .

BEHL. XU IRPKIRE, $-5H B DNA &5
St ([FIYR B A 3L R 24 ) mCRPC %
ot JE i JE (hr ik BBl Fl) + Bl EbE e +
WA 52+ LR e + 22 R
i, ¥ rPFS FAE BT, %A TSR,
HAlEfEHHE RS .

BENL FFBORZIE RS,  AVEAS %
cabozantinib + atezolizumab 5 5 —FliHTi =
T VE (BT LARE I U JE A BB A i) T8 S RTY
B2 it —FE R I TG TT I mCRPC &3
RIS, F OS Fl PFS /R N BN, i
EXH BATIEfEfR S B .

BEHL. XUE AR RS, PFA mCRPC &3 X
BWRAJE + BT LRl S R + BT RS e
MIBNL, £ mCRPC B B A7 e il (K20 5
PEATT BORT R 2403697, BLrPFS /E
LA RZITTORTRIRIN, (H H B 5 8

FEEEREYE hsPC B v, WAl Lu'”-PSMA-617
T B AR v 5 B B A LU (7 80 22
SYERIBENL. PR T GRS,
P SR FRE E A ADT NS 52 44 & )
VAIT, =T tPFS 1ZM FUsLhR L IETER A £F
LRI EE .
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Continued
PPl Lu'”-PNT2002 (Lul77-PSMA-I & T)5
NCT04647526 Lu'”7-PNT2002 B L A 0 BB % B i A0 3R 2 Ak il [ v
(SPLASH) (Lul77-PSMA-I & T) 415 I HU3 JE 1 CRPC 8.2 195 T tPFS (1997 24
Abiraterone or enzalutamide FaeAVERIBENL . FERRE . T G PR %

WETCIEAEREAT, H H AT ARS8 .

i 1R 7 - 0 B (7 v e e
S ) Lu'"-DOTA-B # AL + by 5 513
NCT04876651 v -rosopatama PSMA 53 (RIbTdE B 31 32 1 DA BT #2532 5 7t

(PROSTACT)  Plus sandre ofeure Standard 387y b 1L 02 JE ) mCRPC, 15 1PFS
PR E B, Z R TERIRS, BHE
R M ARIA SRS .
BEHL. 2ot JPHRZE . T I AR5,
NCT03511664 Lu'-PSMA-617 plus I P PRS2 Lu-PSMA-617 MIbilid 2 5
(VISION) standard of care Standard of 831 B AR R PSMA BHfE, mCRPC B
care alone [f) tPES F1 OS, # OS 1 rPFS 1E A LB 5,
G TEPORES, HEBTMRESE RS
BEHL. Z e, JFHRZE . T RS,
NCT04689828 Lu'”-PSMA-617 Change in b A Lu‘77-P§MA-6 17 ?tﬁifjg;gﬁx EAETT
(PSMAfore) androgen Receptor directed 495 HIARAY, FE RS2 EAZ R AIT mCRPC
therapy B, DUrPFS MENEEL S, HATIETEH
HEE.

4.2. PD-L1 &5

B —IU{E PCa B35 8 H PD-L1 #5508 AL 4% 18 & 4552 Avilumab [ mCRPC 3 . XTI
I AREGHE5Z 1 Se A T A HAE 2 FIIRA Avilumab 10 mg/kg (8% . MEBER SRS HLE R 1
ATLAZRSAE Y, RN Avilumab. FHUE A Avilumab FUECA ] BILE M 2 RIF. SR, L=
AL Avilumab 162 5 AL S IRIBCA A, B o Y R UF I ROBL TEREZ AR IT I 5 & B,
4 Z(80%) R TERE, NRAERWRN, 1 ZRELE. 16 12 4552 Avilumab 37 RIEEF, B 11
4 B E AR R ST PR, (R WIELS)(3 PD, 8 SD) [33]. 3 44 ) PSA {5 A ZE K, RIS %
A ORR, {H— i3] DUd i 2 4 5293 b J o 1) 17 52 3 TiZ 0897

5. RE

G IZE IR T TR R R IR R R, AHE PD-1/PD-L1 J5 K B B 3 50 %1 B 6 97 1 S5 B A i oy, )
e AR AR GIE BN B BB —VR T ARG, (RO EE T 825 B BRI, B 7 IR A& 7 VA
o NAREE R I N . AT A ) B BE SRR E B MMR A R g ) 55 1 A A
PD-1/PD-L1 #1#il71], ARKMBF AR A TISEIESE N PD-1/PD-L1 BHWH 3R 25 1 85, 51 A [R] S 1)
PD-1/PD-L1 L HEHI E . 5B—Mal e PD-1/PD-L1 FEIKTZE PCa #1728 SRS 2 PR Al IX Sk 25
SRS oAt 4 BTVE I A G, R S T BRI e BT P [F A A 0 AR 24 . 440 PD-1/PD-L1 1|
F5 CTLA-4 $fIF—k o XFRECA Sk 25 fUR IS LA AE B B 2R E s b BoR H 4 AN BTG
RANMEE R, VP as R AT REX —2 AR-VT BHEEMR AR, I TR L [F i B Bow P HRD %48
IR [34]0 T RIE LA B PCa w2 sl 5 S5 MERRISF YRR 25, 1 @ mil s i R ]
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4Lk oz,
HESC

i T PD-1/PD-L1 BH W S MR T ik B i 3ty 553K ey 28 s ) R 465 5 I S LAt — DA B T80 &

BRI 21 5 50 5K S AR G g e
S5 3k

(1]
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