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[ Abstract )
prostate cancer. This article reviews the construction of CAR-NK cells with prostate-specific Membrane Antigen (PSMA) and

Chimeric Antigen Receptor Natural Killer (CAR-NK) cells as a new strategy for immunotherapy of

Prostate Stem Cell Antigen (PSCA) as key targets. Significant anti-tumor effects achieved in preclinical studies. At the same
time, strategies such as optimizing the CAR structure, combining immune checkpoint inhibitors, and molecular targeted drugs
were explored to enhance efficacy and safety. Despite the challenges in clinical translation, CAR-NK cell therapy is expected

to offer a new treatment option for patients with prostate cancer.This article provides a comprehensive review of the research

progress of CAR-NK cell technology in the treatment of prostate cancer.
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5 MR A R 5 P e DL % T el =2 — | O S B Bt
PTETT AT I PR Pk A % T I B 22 S R ke i ) At
(mCRPC) J 3  BUAALST BT BN 41 I 0 97 B0 o] 25 ) 25 R 40
FPRITARCEIR, L% PERE R R N S T 25 AR, L
i AP SZ2 44 ( chimeric antigen receptor, CAR) A M FA R
PEIT B IR AR T Atk g, B i S iR g A
SR 35455 ( chimerice antigen receptor natural killer, CAR-NK) iy
AR ARG VU SZ K T CAR-T) 48 [ 48 16 # A8 i [R) i, 4
BT 22 A 1 BOMURe A A AT AL TR, 78 1 910 IR IR8 i 4 T el e
BT R RE . A5 AR A0 AR e v 3 A B R S A R
ol ( prostate-specific membrane antigen, PSMA ) BT T 2 i
i prostate stem cell antigen, PSCA) SEHN G A CAR-NK 97 %
R THRMBGERE 0 CE B ERGLEELL PSMA PSCA

S5O ATBY CAR-NK 4 B A AE A 51 i F o 04 e 3 T 90 2k Jie
VI R e iy & R d i 52

1 CAR-NK @RI EMFEFERIERAAR

1.1 CAR i RMIEARFH  CAR E—F A T &R A E
H AR e AL I TR BRI Pl o = eI (o T
A NK A0 ) F fol G SR AR AR S 1 ) I 2% 497 e 983 441 e Fr) e
1 SR — T A (SR A RSB IR HER D, SR CAR 4T
i 4 A~ JCHET RE SR B - 7 T A0 9 0 TR S el [ 3 A B
A B ( single-chain variable fragment, scFv) | s M e
— A~k A M P LS S, 1 CD28( cluster of differentiation
28) .4-1BB( TNF receptor superfamily member 9, TNFRSF9) L)
TATT I A 21 B A% 40 i 3 15 55 5 ek, B CD3L(CD3 Zeta
chain) , X —#5 ¥ {ff CAR B4 LIE R AL M B L &1k



( major histocompatibility complex, MHC) FR il (1 7 =0 B 3218 51
RN WA IF e i ] W L N NE 7 L7 A
CAR HiARA G 4 T HACis ik LA AL LT B . 55— T CAR X
14 scFv 5T CD3E A5 S HUARRE G, HAR P57 Ak B7 3
FRET 8 X CAR 7€ CD3L 268 E5IA T —A 3L 4l 5+ (0
CD28 5 4-1BB) , i & 45 T LA IE BT RE 1 S AEIE ) © 5 5
=40 CAR W — BB E T MR FE ML RME S, B A E
56 F) BB 1] 90305 %80 007 5 45 U AR CAR ( 3UFR “ %€ W B CAR™ 8
TRUCK) 7E55 = fCHYHEAl_E 83 51 A A7 S 00 40 i IF 5, an e
413 -12(interleukin-12, 1L-12) 3 65 i 55 43 F 0 #2 Fp #E 3L T
# -1 ( programmed death protein-1, PD-1) i 454 531, g 0% &=
Bl R R B, DA T S8 A 500t 5 IR e i il L A, e
CAR-NK 4RG3, % i % NK 4008 A 5 69 305 L
24 NK 1A 75 A 2500 40 I i BR 2R I FESZ2 4K ( killer-cell im-
munoglobulin-like receptor, KIR) # i 7% B, H42 3 2 1 ( DNAX-
activating protein of 12kDa, DAP12) A]3f 1 Sre #HE i 5 27 (4
%;{@?ﬁ?ﬁ%]?( immunoreceptor tyrosine-based activation motif,
ITAM) |- fy s SRR S FE B R 1k , 10k TR 5501 30 ¢ BEMI C & A
4 -70 ( zeta-chain-associated protein kinase 70, Zap-70) 5% [ %
ARG (spleen tyrosine kinase, Syk) , fie 2% filk % 58 K A 40 i A&
Pt . X —RIAE 508 BB w9 Wb s 5 BT Y CAR f9i%
b, AR T .

1.2 NK AR AR B J1 H SR A (NK) 41 2 [
A G T AR o 80O 00 D, F A e T o M 4 v e A R AR
M. 5 T 4IEANIR , NK 408 4 5 b A O T A2 F1 41 s
(human leukocyte antigen, HLA) £ 4, 0 2 e R 3 TR 3
S AW 32 R AE S B AP,V i Bl TR B U OF
AP AA . 3X— R M AEXT R K A HLA R Y 55 i
Je (OO ) HGAEE ) B LA A RR R 34 DI PR AL A BE T, NK 41
TR R 8 0% ke A4 M oR U, o5 A L PR A TR Y 5% ~
10% , {8 3 2 &1 ] 5 ok i >R 62 48000 A WF 930 52, NKC 40 g 72
(RIS FE AT S92 16 IR A RE ARG, R B R AF iy 9
WERESY, UL 4 B T LR L NK 4 B iR o 5 ot 1 [
R A AU A 175 3 b 78 240 i 2 T A G R AL (AR B9 3R 8
AT X Pl 400 A A 5 T L SR 10 i S 28 3
( natural killer cell-derived extracellular vesicles, NKEVs) {E 5 NK
200 L 53 6 O A K R ¥, R AR5 o FL 3R | URE G 55 400 D 7 %
Wy I B T4 2 -y (interferon—y, IFN-vy) B8 2558 A F-a ( tumor
necrosis factor-at, TNF-o0) S0 0 7 [K 5, 38 558 52 8 38 5 {4
TRYERIA AN, FHEE T 5C B B4 IS 735 NKEVs HAE
R0 e 788 20 2 S 1k ELAS B B e TR S e R, 8 B 1 D
T TCAN ML e SR B AY < W A T 7 R e
H NK AL A 3 BE 32 £ Janus 388/ 15 55 55 5 5 5 S B0E T
( Janus kinase/signal transducer and activator of transcription,
JAK/STAT) {5 5l B ARG AR IR 4%, A S 47 HH SC LRI BF T R
THEAEE Y 1L-6 B AR SR AT 3L RIFE A, 58 3 2 0% JAK/
STAT {55 18 B o [ I8 8 5 0 8 17 B #42-1 ( programmed  death-
ligand 1, PD-L1) FERPERG AT £ 73T, AT NK 40 I i 248 i

1k LB AE 2 B B P AT A ( castration-resistant prostate
cancer, CRPC) A% I I8 SCBF 5% b, NK 411 B I fig 3 52 3 & 3% 4
7L I 0 O N 0 e o e i e 1 A S R R 2 i
# 1 3( suppressor of eytokine signaling 3, SOCS3) i3l 17 &2 241
AUt B AR JAK/STAT s BE 36 16 A9 W] i, th ok 2 B fi 3
R FEE B AE e NK 41 A3 5 i o 18 58 % B 80, B e
JAK/STAT 3 #0570 5 PD-L1 PEHL A, #0103 5% CRPC
Hh NK 40 Th BEFESR 10 A FREmE 2 . 5 CAR-T 4UAEAR L, A fs
T NK 40 DL R 5T 49 CAR-NK 41 il i T 7 i 7 £ Fllfe PR 2R
Berpaz ki, BT CAR-NK il H 7615 5 of 49 5 i 43 B, %+
LR ZRL R ) 3 A A AL AR G AR, R IR T A P
FENLE A AR AR 28 3 1% L B o) B S (B 58 vh A RS R D A 2
WA A LA I AN 7 1 7 A A 2 AR, DA R B AR
TR A AT, B R A NK 20t B A T S 07 3 1 JRUBS , §E
fER AP TE 06 ( graft versus host disease, GVHD) P AR A9 AR
i CAR-NK 4HAfLREAS I\ 22 Bk U5 7= 4 | 145 NK92 i & |
A1 1 5% 41 B ( PBMCs ) | JiF 45 1. (UCB) #1175 5 22 ik 41 g
(iPSCs) &30

2 CAR-NK fFiERIEAEE

2.1 PSMA $E45  PSMA E S — B2 i 51 k4 20 i 2 i 45 S 4
TR BRI S AR 1, HAE R AT S R b i A KO
FTbE, CRCA R A E AR T 80 A L TR — e B AR A
BHFET Z R PSMA Y CAR-NK 4107, SRmmifss #
,3X 2% CAR-NK AUHEALBEA HOR B BR PSMA FHHE A i
GINRIEAAN 3R 4F PSMA 1% 2235 (9 e 20 I GR35 A5 105 6 1%, B
A AREEFOA PG IE H AR R B R AEIT R L B
FEAIE oF 1 R AN [ 04 i P {5 5 55 F BE ( 40 CD244 | NKG2D |
CD3Q) , kgt i HAT 3 T2 A PR 25 A X 4N Py CD244
Fil NKG2D i 25+ 0 09 3 8 p-PSMA-CAR-NK92MI 4l Jifd | 1%
MIAE RSP XT PSMA FHME C4-2 IR ILH 73.19% (19 5 4 71
SRR 6 PSMA B PC3 4 Y 247 32U 33.04% , IF £
IFN-y  TNF-o FIUFURLBE B( granzyme B, GZMB) 437K F- 1% i 3
Fhen, on b U 5 i R A RE ), th IEN-y Firfi A A 3B T
J& CAR-NKO2MI 40 s o of; 7 4 M A s A AL T, ko, il ik
HE IR 4558 F BeAE R ) PSMA 19 CAR-NK-yt £ fifd v 7 (5 SHP-2
HE[H | BERE 3G X ISR TR 25 04 Du-145 i 371 452 200 6 Y 40 i 25
P, T — B4R TR R0 ", Montagner 257 3 i #E 57
RT3 e/ BT | RGEPEAE T PSMA-CAR-NK-92 40 il (9947
ROR . 855 5ATRYT A IR i He 2 R B 1t NK-92 4 il 21
A EE , PSMA-CAR-NK-92 6 97 A {8 &k 25 310 1 B Jeg ik J& (P <
0.001) , 5 i 669 (1477 41/ FLU7E 95 3 22 03 77 1%, b (2R 7730
KIREE |, CRPC BF9E H, PSMA CAR-NK-92 4 Jifi 54 PD-L1
PR TR R BR BT A B SR YT O SR R B 2 Y P [
B,

2.2 PSCA S A8 AR T 404 R Thy-1/Ly-6 2% Al Ak
O D T JUL 5l 90 L e D, A o 0 9 e b g o
T i 22 AR R e A A e 1 30 R 4 4 P ) B PR A
PSCA BifE N CAR-NK 40 MUy7 ik by — A EEH S, 5t
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PSCA ALY CAR-NK 41 L i 7 F 52 Al A1 4k JF J# , Montagner
1] Topfer &= l200 Teng AL A SR E T A0 i 2 ok I AT
Mk I BT sk IR Y9 PSCA S5 CAR-NK 40, #1814 PSCA fiE
H R I AN, 33 28— BPE 2SR — 2B R PSCA 1] fiE 2
PR e Ve Y A AR 5 BF ST A GLIE ) A [r) PSCA 11
CAR-NK 4itig , i 5 HoAE (R SN RE AT %R 14 PSCA PHTEAY BxPC-3
MR AN AR 2R , CD107a JBE R 5255 5% NK 41 5% fh A 74 8,
1 0 7 P S I D) IR A T $E ] PSCA Y CAR-NK 413 H b
240 L 1 o A R VE T, #E NK 40 Y 38T BIL D P, DAPI2
(DNAX #1768 (1 12kDa) P EF S HRAM M A, HH
ITAM 35 B R AL IS, G655 808 5507 0% Syk 5 ZAP-70 JRE,
MR S A F1 W IOE 5 S 2 . 33— TR 8 30 {5 5 3l i
BRI i 5 5 B 3 — 8 CAR-NK 93, & 76 18 i F H
DAP12 AN IEYESS S5 k138 CAR BIHF F iR SIE S, I i
FHLTFTRRAL NK 4100 A9 5T s 5 P 5 35 A1 L WS R
il DAP12 BN S a5 & A CAR &3 b LR fin
CD3L J& ,DAP12 SEHIE S5 A9 01 PSCA A9 CAR-NK 41l i XT i
F) Mk e 4T S 2 0 SR A AR 0 ELISA K % 31
TEZ 5 DU14S i 51 B 40 B IS, #815) PSCA (19 CAR-NK 414
T TNF-oo JFN-y 502 2 MM A, BA K CD107e UKL B
FEEFL -1 5 F 2 O bE A o A/ 2 B 38 s T3 B NK 41
B, E 5 H: HA SR 4 eI G 1 e Y
2.3 PSMA/PSCA RUSE & WUFE S 4 i 5 B0 )5 32 44 ( bispecific
chimeric antigen receptor, BiCAR ) i i 7 Pi— CAR Z5Hyrpas 4 2
Folv A [R) e D 1 S0 e, 87 L B 08 1] s £ ) 3 40 b 2 1T 149 2
AR, 3R 50T % R R Tt AR A ) A
ﬁﬂ,,\?ﬁ# 2 Pl A I [R] s A7 AR T PR AN L, 8 2 B A 2
BT AT | AT AE 8 5 1) R o Y [] B A 25 B I R I
AT AR RS . S AT O AE CAR-T J7 ik TP S B E5HIE , Kloss
SRR R T AT R B R 5 R M G PR PSMA 5
PSCA B XU S CAR-T 4, 3 ok 5 36 i 592 L g A 280 PR 3%
IR IX 2 R A A R AR AL, B0 E T 2R ) A T k£
B 7E CAR-NK 450 3, 0U4E S PR it @ s iy 1 Al 5. Li
SR T — PO SR A YR 2 R 51 S5 R Al
SRR A, T [F] N5 PD-L1 1 NKG2D Bt &, i% CAR
ST R4 PDI-DAP10/NKG2D , Kl ig4 TR [ PD-1 6%
MLARE R TR PD-L1, [RE 44 T NKG2D RS & X 2 Y
ZAHEKAY DAP10 8 {55538, AT S B00F 2 AN W] B AR Dt
T4 [ A 50 5 T R 5 86, 32 T A 200 I o A S T e Py 92
B %t SGC-7901 5 98 40 M 26 BEHE 0 25 B9 P Mo 5 4, OF A
AR AR M T, R ARk, WAt L ERE AR, AU R
£ CAR-NK HA LR 51 B 98 (00 1] S JA 7 v ok A 22 i 3%
#7H7,
3 CAR-NK #Afafr
HAE

CAR-NK £ iy 7 35 75 iy 47 A A 50 150 11 A £ A1 Ak L 34
WrBt, A HAEE S/ MG il 6 8 rb R B R A 0 A R
P 5 % Ak (FIIn AL R CD19 ) CAR-NK J7 iR 9] & 7™ & 41 i

ARSI HAR AR EKEE

P -F R A AE o 23k ) 0 (ELURE 1 R 90 488 25 S 10
AT T e 0 R, 506 0 S 410 il SR 05 BB DA I 4
A1 eh i {ERK T 2 35 T S5 2000 << 0 1) e oo 8 4 AU S
h v i R BERS 4R T CAR-NK J7 357 10 91 s o A7 2 5 %2
A W5 E IEMLAL CAR BI04 5k CAR
A A AT ) MRS BT il f 780G . M4 INmune
Bio 23] A A AR A Sl , — 14 A CaRe PC 9 T/ 11 115 it
B 1F A6 VA INKmune™ NK 41 HLF7 29497 mCRPC A5 .
SR, G PRATBF ST IZ 489 T CAR-NK 4l 5 07 AT .
B s A S AT 3R BV 1) 25 (T SR, 2 DI R SR A e
JRIKINE

3.1 BRATREARIT

31 T T AU S —Fe A R TR T ik, Bk
gﬂ{lﬁﬁﬁﬁm ‘EA] L4 A e ﬁ‘;’iﬂ:ﬁ:( tumor microenvironment ,
TME ) Jf-44 5% 4 9% 40 g A 32 9% . CAR-T 41 i 5 807 B & 3R
I7 7L &@Jﬁﬁtﬁmﬁﬂﬁ&ﬂﬁhﬁg%m AT i A
HAVE R AR | O AURE B O s 4 i, o R i
A R SO R SR M5 S SR T ST R B ST R, AT
FRCEK 2 Gy, R 5 K, BRI 20 Gy, 4+ 10 %K) vl il B
eI o 5 VY R SV e | R R B S, R e A B s —
AEAFRREREE T A, AT A T B B AEd g 1 4 i
FE0 A0 B[R] 5 B 431~ 1 (intercellular adhesion molecule-1, ICAM-
1) 0 1fi. 45 40 B2 %5 B 4 -1 ( vascular cell adhesion molecule-1,
VCAM-1) 3650 F A 2357 . BB 2 7230 NK 41 2 5 B
TEN B4 b SRR EANE B bR b ofedf R CAR-NK 40 it U5 4
Mk %, BT T LU %S DNA 45, 0% cGAS-STING
(eyclic GMP-AMP synthase-stimulator of interferon genes) {55
B fil G TRV HEFE R, O (it e 40 i DR B 7= 2, C-X-
CHFF#fkHF Bl 9 ( C-X-C motif chemokine ligand 9,
CXCL9) ,CXCL10 1 CXCLI1™ | X4 5 NK 400
032 Pt B | 489 G s 41 I T R R A 3 R ) L A
7 o S AR 11 TR 07 R S S R Sy R 8 20 i 4 1
A RIRIIFRET Wb £ o IR0 BE X CAR-T 4IARAYTATT B 5
FZERE A CAR-NK 40 Wk i I 15 FH I 90 4 Ay 7 T i
15 CAR-NK 40 f2h G A FHAE v 7 e wg . 4 S A B 52
TR B 181 2 6F 1 B8 IE 1R IR AR IR T SR M I A AU B
AR CAR-NK 5507 #0145 A 16 77 60 51 B 98 04 1 PR il 38 i A 5 F
g AR X AP IR ST T R R A

3.1.2  AbIT ABYFIE AT TS CAR-T 46 (v 8 58 A0 08 16 M Bl A
R IR TR A IR R TR B A s, BESE AR 4 T R R
P IR BE R b P2 Y AL R |, B9 T CAR-T 4 it 76 5P
HFEP TR, Junghans %55 (8 GRCIA K A FRWE I I
e ¥H PSMA #L[n] CAR-T A A9 GRS, 450 AR ,40.0%(2/
5) AR R B A 2 H PSA AKF FRET 50% ~70%, — i
AN ELRT IR RIS S 4% PSCA CAR-T 4 g 55 34k 1k e 196 75 %
TELLH ) PSCA PR [T 40 B8 13- B9 R AR AL B8 | AT 7= A R A
(O R, fRIT KA CAR-T 20 M7 2 75 5 5 5 o Y
S, O CAR-NK 4RI v 09 e AL i s 4 it 17 8 22 104 1 PR i/



e RARA:

3.2 AR SR BFFTIESS, BT PSMA CAR-NK 41
Js55 PD-L1 il 0] A9 1K 5 97 36 =16 77 CRPC BYAT RO NS . e
IR A M PR R AR R 28 O KL, A3 PR A7 7E CAR-T SUssl A
FefgE Ayt 2 b, 40, Cherkassky a0l By 2 R 1)
PSMA ] CAR-T 41 5 PD-1 5T (I FH, o7 38 58 7 1 98 97 4,
5L N GLFE CAR-NK 1 & ik — 0 56 E 1 %k 4 SE g 19 o] 17
Mo BEFER B C4-2 ARSI RAE 41 5 CAR-NK-92 4 fiid 3t
% 24 h J5 ,PSMA FR{ER Mo 40 A & 5 B9 PD-L1 k1Y
B A C4-2 HNHEAY PD-LI AR5 58.4% ., Hl
WS, % B4 NKG2D/PI3K-AKT-mTOR {5 53 #%
45, Horp PIBK/AKT RSN % PD-L1 #k i ME— 5l
B BRI BR B4 5 act BT PD-L1/PD-1 % s 401 36 e, A
RHESR T CAR-NK-92 AU A A st Fe A SIE M. Mk
SERUESE IR A T S B 25 TR T RE S AT 0 0 ek 8 A=
Bz REHAKE T CD8'T 4ife s 5 . Fikss R &0,
ik 15 PD-1/PD-L1 il D3 % e e 4 il 2 4 TR 1k sz
1 B 7 A% P FH SRS 22 — T CAR-NK J56 A 4 92 65 28 o5 410 il 1)
ST B UCAIRTT CRPC TR 7 1] .

3.3 BRASFHmZY

3.3.1  PARP #ilil5); PARP 0 57 ik 2 5 L1 35 58 NK 410
%o 5 A9 A B B AR 5 P L R CAR-NK 241 97 2 S 36 1 2
IS, BT, PARP 0 R0 O 4 0 i 5 R A IR XS NK 41
BRI U, . Fenerty %5 B 7 22 BH, 15 1 5] % 985 200 i 52 %
TRAMAJESS , NK 413 % H 24 1F H 03 Bl 7 f bk
A 410 B A S A0 40 B T ( antibody-dependent cell-mediated
cytotoxicity, ADCC ) i S 5 BRI SERN I, BLRrMf J& Tl ik 34 ide v
iRk NK 4R A 080k . T FLARE 5 B EE P ( breast
cancer susceptibility gene, BRCA ) %€ 28 R 25 0 ff , B¢ & fif H
ADCC - il 5 W47 A JE 2 mT B 330300, ok, PARP i)
il 7 AT e AR T DNA 5 £ 18 52 1 FE G, #5 Be X FE T 52 1A i
RYTEZEE, PARP 1|5 AMXI-5001 © ¥ iiF B 0] L il % 5E
%4 4/5( death receptor 4/5, DR4/5) 1Y # ik, DR4/5 £ NK
EA i 2 5 0 AR R TR T AHODC TR 1235 B ( TNF-related apop-
tosis-inducing ligand, TRAIL) 7F 8~ % 5 i 78 v 0] B8 £ M
MM T I AT R SMIFFE R AMXI-5001 7 £ Fh
PR 4IRS oh 5 TRAIL &4 B RIZO ) 4275 PARP 1
0 AT fESE L I AR TR ™ o 8 4 M, o3 L NK 4 i A 5
MY T e, O I B YR, PARP 10 ) A S o i A
i AR A M R TR W . — A NG B S A
R T IE 7 PARP 0] ) Bk 5 22 2 B Je A B 7 i e
PET CAR-T 4R , 15 1 1 301 B9 5088 0 2 il PR AT ASE R
DURRE RS M X — R PSR FUHE R, JE LAY Ik & SR 2 T R
i ) A U, FH A 50 CAR-NK 20 i 7 G A3 410 | 1 3 358
GRLUVEE by

3.3.2 IR PN AR 2 Y R 2 A2 MR I 59 ( androgen receptor
inhibitors , ARi) 5 NK 4l L5 1 (1) e 2857 80O e F 19 35 2 [] 119
HOPAT, — 75 W, AR E A 5R NK 40 MY A BE 1) | Pinho-

Schwermann 25 WFaT B, B2k 6 e 50k W b B 5F AR AE 5
NK-92 4 Jifg 3t s % fh & o, 7]l 4R T+ 24 h P h IFN-y I
TRAIL f /-5 i A7 51 B fi 4 i A% 1 4 T, L3258 3 i 5 i o
YRR HRE R 22 MO S B ARI M BUBRMETC G i — g
R FOIR AR SR T NK 40052 {4 NKG2A RT3 35 Ml % 32
(AR 79035 S Fr) i 470 0 0 i S 8 A R AE . 5 — T
T, ARG 17T REGE A2 Sl i Bl | ek 6 Fhie 3k % 48 g T 34 I
R B i 3 B A A 3= o A S 1 41 BT E( human leu-
kocyte antigen-E, HLA-E) )&% | A M4 NK 40 i Bz 5 % e
PERE  H- B E ORI AL, FE P T ARL (9 0 B SR L
W £ BRI ARG X NK 40 S = A T 1R R A 4
PEFH - BRI A% 05 06k , 3T figili i HLA-E/NKG2A #i5 &
Hesletm
4 BHEHRE

BZ, CAR-NK 4l L7 i GE A H A M HLA %2 2ok 8 45
ThAFOEE, A RIS R SR Y BRI T 1), HATRT IS EE
S5, HUrE PSMA (PSCA 4TI AY CAR-NK 4 g 75 i PR i 45 28 o
JEBLH 2 7R, H A 5 S e G A A AR R A 25 4 S K
U s AR ORI B R R Y e A S
T — U B CAR Y3 (AU St B L2 TF6) |
su IR AR R S 25 P Y S B ROR | DA R B R AR T4
e AN A5 T BT B Jr SR M I PRI R | e ek 33X —
7 M G 92 W AE 5 B AT P SE I PR 1K
B3k
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