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mCSPC |25 5 2 #i 7 2 fifeiafe & L Chaz stz 49,
S B IZULAE, RIS Triplet lRENEHERE L TV 5,
ARASENS #XB&|2 52Tz, ADT, DTX, #L<T%u
VE I FeflAEba7z Triplet BED, 79 K
(ADT+DTX) LB LT, OSZ*HEICIERET L 2 &
AR ENT. T ORER, FEIZEY A2 mCSPC BEIZH
T, Triplet BE IR & L COEIRRE 2 L
2255 ", THHOERRERIC XY, mCSPC Ok
B IEm EL TWwa o0, Ths ORERIIEE L BEE
BEPGLHEIZIEDOWT VB, —T, EFIRTIE, SilgER
BHOFRERE R OBRENS {, BRABEORESZ
DEFYHNTCITFLEIERS LV, L7220 T, EBOM
IR 12 B 1T % Doublet # % & Triplet &L O A %14,
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LTREIQEEL 5L,
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mCSPC B # % # %R & L, Doublet & Triplet 3% i3
DEFENAE (PSA-PFS) B X OHEHG L B ITHEMIC
AT - Y %,

¥R EHE

ARIFFEIE, 202045 H 1 H225 20254E5 H 31 H £

TIZY ks L OB 12 BT mCSPC & #ZHrsn,
Doublet #{: F 7213 Triplet #F ik 4 & A S - B8 = &
G& L CREBICHET L7z BRyMERE L L CEEICH
SERRIE L LTV | R AR & S T TR,
T — & BRI HE e E BN BRI L 22 EEFEIEH X

PSA-PFS, BIWREHMEIEE & LT, PSA 28t (371 ),

PSA < 0.2 # K2 % 5l L 720 A &5 L 1% Common
Terminology Criteria for Adverse Events (CTCAE)
version 5.0 I2&D &, Grade 3 DL OB HEFH G A=
TR L 720 DTX €T TFESNIZ6T A4 7LD
DTX #5295 T LcE G L wERkL, BEFRIZL DM
i%&@x7/l—w®LL#%oﬁ% L6 A7)
SET L7oadsed e A Lz MatgimsEsts
EO & LT Doublet # & Triplet B 0 BB FO

W2, Fisher O IEMEME 2 L7z, BEFRO
AR DOWTIE, RES K OS5 i B (IQR) S
RL, BEMIEEIZIE Mann-Whitney U B5%E % H W72,
PSA-PFS O #5£121% Kaplan-Meier #: % vy, BRI L
2L Log-rank BREZ i L 720 PR I B2
AN C PSA-PFS I8 % 5.2 2] T2 M5 5720,
415, initial PSA f, Gleason A I 7, CHAATED *

CEOEERE (BEERE / KEESE) Y, HmE
(Doublet / Triplet) 7 & DEEKEKEFIZ2WT, Cox kb
BINAF— BTV & 2 AR 2 Fht L7z, BRD
WCEZEHB SN2 W T2 AL, Cox lFINY—FE
TN X B SR mfNT 2 Fhi L7z ARKEIZp <0.05
E LT, BEMEATIZIE, #EFY 7 M =7 JMP Pro 16
L7z,

mB, RRIEABRR A MELZES
% (WFgeda @ 21122),

] £

KWEZE D R 5 1%, mCSPC £ 68 %, Doublet # 1
206, ZoNFUTTEIT Ty (ABD : 156], =¥

DGR EIFT W

Table 1 Patient Background and Comparison Between Treatment Groups (N = 68)

Variables total Doublet Triplet P-value
N 68 26
Meadian age, n[IQR] 70[46-81] 70[46-81] 72[52-78] 0.5526
PS 0, n(%) 50(73.5%) 31(73.8%) 19(73.0%) 0.6398
=1, n(%) 18(26.5%) 11(26.2%) 7(27.0%)

Hb(g/dL), Meadian[IQR] 13.7[7.5-16.2] 13.7[8.0-16.1] 13.7[7.5-16.2] 0.8153
ALP(U/L), Meadian[IQR] 139.5[56-8269] 132.5[57-8269] 142[56-1350] 0.7768
Gleason Score 8 15(22.0%) 10(23.8%) 5(20%)

9 39(57.4%) 25(59.5%) 14(56%)

10 13(20.6%) 7(16.7%) 6(24%)

Initial PSA, Meadian[IQR]
CHAARTED risk criteria, n(%)

251[6.08-6233]

Low volume 25(36.8%)

High volume 43(63.2%)
Visceral metastasis, n(%)

none 54(79.4%)

presence 14(20.6%)
No. bone metastasis, n(%)

<4 33(48.5%)

24 35(51.5%)
Lymph node metastasis, n(%)

NO 16(23.5%)

N1 52(76.5%)

414.5[9.82-5590] 92.226[6.08-6233] 0.0305

17(40.4%) 8(30.9%) 0.4510

25(59.6%) 18(69.1%)

33(78.6%) 21(80.8%) 0.8276
9(21.4%) 5(19.2%)

22(42.4%) 11(42.3%) 0.4625

20(57.6%) 15(57.7%)

13(31.0%) 3(11.5%) 0.0830

29(69.0%) 23(88.5%)
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V¥ I F (ENZ) : 1761, 7/5v% I F (APA) : 1041
Tdh o720 Triplet #1E 26 HlTH o 720 BET mOFEM
i& Table 1127835 Doublet # & Triplet #E[H T, 4Ein
o, PSICBAL T, MEHFMWICHEE R ZITRED LN
LMol X=X T4 ~O initial PSA f# X Doublet #f
THBEIZE»->72 (p =0.0305)s CHAARTED O &
P R HE 2 i 72 9 O EI G 1L, Doublet T 59.6%
(25/42 $1), Triplet #T69.1% (18/26 %) TH b,
Triplet HE TR LB WEIAA R 572205, METW LA E
EIFBD LN > o7z (p = 0.4510)0 DO FRA
T (NI OFE, FERE) 1I2o»wTh, MEEHT
HERAETFO SN o 725 Doublet BEDBIZ IR
AL 2954 (2-65 71 H), Trlpletﬁ@ﬁmﬁﬂﬁﬂﬁqj
JuEIZ9.5 7 A (4-19 4 A) Tho 7. HHFFL 3
H %0 PSA ZAbz:% 57 L 72 (Fig. 1o (ufﬁiﬁ)ﬂ/)‘
ERIRHE L B ITR WV PSA KT 2 38 720 IRIZPSA < 0.2
EREE, GERAGHZI A, 6 7 H, 12 7 AR
WCREH L 72 (Fig. 2)o & <12 PSA < 0.2 FHEIE
EEBIETR S A S Triplet # T Doublet % 1181 2 1#
mAa3Hh, —HL TEVERELY RO,
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Fig. 1 PSA Response Rate (at 3 months)
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Fig. 2 PSA < 0.2 achievement rate

FEFHMIEE Td 5 PSA-PFS 122\ T, Kaplan-
Meier B % Fv> T Doublet #f & Triplet #ED L % 17 -
7z (Fig. 3)o PSA-PFS ' 3k fE 13, @ % H i th,
Doublet # (F##%), Triplet # (Fi#) owvFiizsw
TOREFETH o 720 AWFFE TIZ Doublet # 2% Triplet
HEL D b BITZ PSA-PFS 278§ &\ ) HIMATRED H it
720 Log-rank ME DGR, WA IHFIEN LA EE
RO N h o7 (p=0.0592),

FHRNTOEEZEFT L 20, BKESFEEHEHE N
= 25) IZBR%E L T PSA-PFS O Ilb#i %47 - 72 (Fig. 4).
TRIE & BB 2B VT, Doublet B & Triplet B [
WCHEFTZEMICE B R EZRRO LN (p =0.0082),
Doublet # ® PSA-PFS (X BUfI2H#F L, PSA-PFS
RAEIZARF]E CTDH - 720 Triplet # D PSA-PFS Ll
138 16 71 BT, PSA #EMHEAELFFRIIH 50%TT T b —
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Fig. 3 Kaplan-Meier Curves for PSA Progression-Free Sur-
vival (PSA-PFS) by Treatment Group (Doublet vs.

Triplet)
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Fig. 4 Kaplan-Meier Curves for PSA Progression-Free Sur-
vival in Low Volume Subgroup
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3 L7z ARf7ECld, RIES R mCSPC EFI2B VT,
Doublet #5745 Triplet ik X 1) & & IZE L7 PSA-
PFS #/R$ 2 L ZmRBT AR & o/, BIESER
B (N = 43) IZBR% L T PSA-PFS O I# % 17 - 7=
(Fig. 5)o ElEEEEICBVTIE, Doublet #: & Triplet
HOMICHIFN e AEEZIRDOON L o7 (p =
0.2861) Doublet ##i% & Triplet % ® PSA-PFS (2
95 EAEE, BRI X > TR ZMEMI RSN, K
2 BB BE T, Doublet #E2S Triplet #EL D b H
[ZEN7: PSA-PFS 278 L, mElEGEEEETIE, MWk
MICHEBERZIIRD 5N d o720 PSA-PES 128 %
WERT 2T 5720, EEOBERHKTIZ2oWT Cox
WHNF - FETNVICL 2 HEEMAT 2 FEREL 72
(Table 2), HAERFHTOMELR, PS & HbfED 2 DDRH
FAMEAICER 2 TFHRARRT & LTt &7z,
PSAEDHEEILPS BIFOHEHE L LT, PSA-PFS
DY) AT HREZEICED» - 72 (HR = 4.56, 95% CI
1.24-16.7, p = 0.024), Hb < 13.5g/dL ® & #& (3,
Hb A IE® % B & LB L C, PSA-PFS D A 7 78
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Fig. 5 Kaplan-Meier Curves for PSA Progression-Free Sur-
vival in High Volume Subgroup

HEIZE»->7 (HR = 4.40, 95% CI:1.16-16.6, p
=0.028)o HHF (Doublet vs. Triplet) (22T,
Triplet #725 Doublet # & ) & V) A 7 2¥E 225720 DD,
AT L A BEEIIRD SNAh ol FHRIICEZ L H
Wran -2z AL, SERMITEERL 2. &b,
N—Z 7 A @ initial PSA HIZIZHEEDRD Sz
720, HFREANOBEE RIS Tl Eh o7,
DI, LERMBHN ARG, FHEIHHREE T
2o ZEEFITOME, PS (PS 0 vs. =1) 25, PSA-
PFS DML L 72 PHRARK T & LTt sz (HR =
5.87, 95% CI:1.18-29.0, p = 0.030), HZEZEMH T
BEEDND - 72 Hb fEIX, ZE RN ClEAE MR
FTlEhro7z (p=0.418)s F7z, B (Doublet
vs. Triplet) b, ZEAEITICBWTHEELRZITFED S
Nahorz (p=0.119). HEE - LEEMFNT ORI
o %, Doublet # (N =42) IZBRZEL, PS (PS 0 vs.
=1) A PSA-PFS 25 2 2 2 2 t5f L 72 (Fig. 6),
PS Bt (R#) I PSARME (F#H) tHELTR
{72 PSA-PFS #7/~ L72o L 2L, Log-rank M7 D& H,
MEERENRE RN A EEZ IR SN0z T ORG
B, ZEENT T PS AN L2 PRI & LTl &
N7z2128 b 53, Doublet #ETIX, MEIA2A =
BT I ESLh o7 (p =0.4632) Triplet B
(N =26) IZBEL, PS (PS O vs. = 1) #°PSA-PFS
252 5B a et L7 (Fig. 7)o Triplet #EIZB VT,
PS BIfF#E (R#) & PSARME (F#) oMICHEF
MICEBEREF BOLNT (p=0.0374), DR,
Triplet # % % 32563 % B, PS4 E @ 3% Tl PSA-
PFS WA BT A2 & 2/R L THY, PSP Triplet
LD EE FUNTL2EELRRNTTHDH I L xRk
T ARERE Lo T2,

Doublet # & Triplet #E DA E 3 G D FE A IR % FH]
BRI L 72 (Table 3)s Doublet #1285\ T Grade %

Table 2 Univariate and Multivariate Analysis of PSA Progression-Free Survival (PSA-PFS)

PSA-PFS

Univariate analysis

Multivariate analysis

Variables HR P value HR 95%CI P value
JAPEE (Doublet vs Triplet) 0.21 0.03-1.22 0.083 0.20 0.02-1.50 0.119
[EmE (EES vs BES) 0.40 0.10-1.56 0.191 043 0.05-3.31 0.422
GS group(5 vs <5) 253 0.73-8.68 0.199 255 0.58-11.1 0213
PS(21vs 0) 4.56 1.24-16.7 0.024 5.87 1.18-29.0 0.030
Hb (<135 g/dL vs.IE&) 4.40 1.16-16.6 0.028 1.97 0.37-10.3 0418
ALP (2130 vs. <130 U/L) 1.70 0.49-5.89 0.400 1.23 0.22-6.85 0.806
iPSA (<100 vs. Z100) 0.65 0.18-2.28 0.113 1.03 0.23-4.57 0.960
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MbhwHEEHS (Any Grade) DFEIEEZIT 33%
(14/42 ), BEELZAEEERTH S Grade = 3 DFE
L 21% (9742 61) TH o720 FEHKIFT Grade = 3 D
BERROBERDP R L ED»-7-01%, APA B (50%)
THY, ELRNFUIEE 40%) L BEMEM% (10%)
TdHh o720 ABIECTIIFHREEEE (20%) 5% (D
b7z, Triplet #CTIE, DTX 2# & 720, MiE#EED
PHE TH o 720 H#12 Grade = 3 DUFAERIKAIEDT 81%,
FEAEITF R ERIRAE (FN) 2526% & EERIZEED H L7z,
FOMOEELAEERRLE LTCIE, 042 (T%) R
PREbE s, MEMEM % (£54%) % EARO 57,
Doublet #f & L8 L T, Triplet #Cld Grade = 3 OF
FEEBDBISERPRIBIZE N EATREN T2, HRIZ,
Triplet #Tl&, MM (FPEkEA, FN) A3 E=T
Y, Triplet BEHEEAIZBW T, BEOEFIRE (PS
% &) RHEICFHG L, FH% G-CSF#5-% &% &
DI ERGEMP U TH D I EDPRENT,

A ———
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Fig. 6 Kaplan-Meier Curves for PSA Progression-Free Sur-
vival (PSA-PFS) in Doublet Group Stratified by Perfor-
mance Status (PS)

Doublet #1235 1F % 3 H1 B Gk Bt (BT,
W, Fik) ZEFM L7z (Table 4), Doublet B4R
MEREERIZ, ENZEETL100% &b s o 72, ABIEET
80%, APABETT70% CT& » 720 APA B TIE, Grade
= SORERROFEFRNE L, BEMEm%%
FRHHE LT, HEPIEICESL 7 — APMMoOZER L It
WL TEho7 —F, ENZEIL, AEHRICLLH
A7 L, BmOfkBiRE R Lz, £3EH L b AEERRIC
£ 2 —EBHOBERFESLETH > 1275, Bk
MR 2 EDSTE T,

Triplet #2351 5 DTX D5 3 — A8 % 34 L 72
(Table 5)o ARHFZEIZBIT S DTX 8% (6 32— A) 14,
59%CTd b, ARASENS illixo DTX 5252 (86%) &
REL T, EFRIEVERE 25727, DTX Ok
B L LT, FN, MIEMEMZ%, KMwEmss, 248
fr i 7ze EAFERR S /2o DTX Wi 5213, ik
% 75 mg/m’ 2319 B ThH - 7= DIk L, 70 mg/m? A3 7

1.0 T

0.8
a6
&
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a 04
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== PSO: NR
3 == PS=1: 16mo p=0.0374
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Fig. 7 Kaplan-Meier Curves for PSA Progression-Free Sur-
vival (PSA-PFS) in Triplet Group Stratified by Perfor-
mance Status (PS)

Table 3 Comparison of Adverse Events between Doublet and Triplet Group

n=68 ENZ (n=17)

ABI (n=15)

APA (n=10) Triplet (n = 26)

Any AE, n (%) 2(13% 6 (40%)
Liver dysfunction 1 (7%)
Pyelonephritis 1 (7%)

Type of <G3 AEs, n (%) Fatigue 1 (6%)

Liver dysfunction 1 (6%)

=G3 AE, n (%) 0 4(27%)
Liver dysfunction 3 (20%}
Hypertension 1 (7%)

Type of ZG3 AEs, n (%)

6 (60%) 22 (81%)
Nausea 1 (10%) Periperal neuropathy 1 (4%)

Fatigue 1 (4%)

5 (50%) 22 (81%)

Skin rash 4 (40%) Neutropenia 22 (81%)

Interstitial pneumonia 1 (10%) Febrile neutropenia 7 (26%)
Liver dysfunction 2 (7%)
UGIB 1 (4%)

Interstitial pneumonia 1 (4%)

Hyponatremia 1 (4%)

Heart Failure 1 (4%)




148

Table 4 Dose Modification and Discontinuation Status of ARSI
in Doublet Group

Doublet

50
45
40
35
30
25
20
15
10

ENZ ABI APA
NHBE ~BE P

BlL, #25%0EBHETHND S HE SN T2, Grade
=3 OFERGIEROMHE LR T S LR E Lo
f:o

Z =

B, HBORY VT =2 A7 T7F 1)V AREEEN
THYY, Triplet #H & Doublet HEDESL % DUF 5 —
EDRFEII/ LN T v, HIZIE, Triplet LD
Doublet # % & ik L TS =126 LT OS B L U PFS
EEBICIEET LHESRINTEY, Triplet BEED
EELGE R IIB T 2 EMEOEVREEO—D L LT
WEENTVULb0bH 2 7Y, Kif%iE, mCSPC H#
F &% 51Z Doublet #: & Triplet BEOH LR L O
W FERIRT — & THRARMIZHE L 72, ZRFET
& 5 PSA< 0.2 ZW 1L Triplet HE TR WEE 2R L 72
—7, PSA-PFS 2B W T, Triplet #1% Doublet #% L
M2 RS arol (p=20.261)0 ZORMFIL,
BEIRIZ BT HIEEER T MG 75 L TEETHL EEZ
5Ns,

4-[al0 PSA-PFS Of# i, Triplet #2317 % DTX
DFEFFEOEE (59%) TN T L EEEINL, KT
720 Triplet BTl Grade = 3 DI FNED =R IZFEE
L, DTX 25l - Ik SN2 BEDNLh o 7z HRER
LD BHEIZ DTX O5EFIKET 5720 Y, EEROME
EHPSA-PFS DIERERN RIS L 2L EZ HNL, fF
(2, fREE w EE T2 B\ T Doublet #2° Triplet # &
N bAEIENT PSA-PFS #/Rr L 72 (p = 0.0082) &
i, TOWIZBWT DTX OFMIC & L iEEERIED

Table 5 Docetaxel (DTX) Cycles Administered in Triplet
Group

Triplet

100
90
80
70
60
50
40
30
20
10

1-3cycles 4-5cycles 6cycles

Number of Docetaxel cycles

RTFAS, WL A1) v b & LR 720 et 5
JeAT 3 A K BB R R 3 Bt (CHAARTED, TITAN,
ARASENS 7% &) 8 0% i3, @lEgsagoss)s
2V OORERERED R L L THAANSL T
b TITANSHEE ICB W TRHEEEEEEICBWTY
OS DEHEAIRENTEB Y, KWEOHER,TS S, KIE
HEENZIILOETIHEDODREFEIZBWTT,
Doublet ##£7% Triplet LB B 22\, H D WITEE
DB B X0 W) 7 G OEIRNL & 7 5 W] HetE A
BEND,

— s, BARNEEIZRCKOEE &L T 0S 28
FEWHEICH S Z EFMESHTVE B, —7, ft
R ADT #FEIZ B W IR = B E T TR 52%, &
JiE s m FBERE T O 71% 2° CRPC ~HEAT$ 54 2 L HVR
ENTBY Y, FHREFUERTOMTIIEELFETH
Bo RWIFEOMAT T, HEZMHN TPS & AMAHNE
STz BIMISEE O LT O SR fl5E O AKHE 2R A8
PRI AHELICLDFHREBASELIMEDADLN,
HARANDIRH 5 & FHREATE LTHE SN TWS 19,
Lo L, AWETlE, HARMBITCIIAEELGARRTT
Holzh (p=0.028), MORT % T /- L& ST
TIM LA ELZRTE LTRBOON 72 (p
=0.418), CTO#EFRIX, PSHED L VIR T HRET
W2 X o THE LRI WHENZ RIET 5, LERMHTT
&, PS = 1 #"PSA-PFS O L= FHARKET & L
THI M & 72 (HR =5.87, p =0.030) & 5 |2,
Triplet Z#£IZFRE L 72 f#HTCTld, PS = 1 #E D PSA-
PFS O EBEICABRTH 572 (p=0.0374), Zhit
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Triplet #:12 & 2 iEH AL BEDS, BE O &5 IRGE
Lo TRELSEAENLZERZRL TS, —fFATIC
PS AR O EFIIEFBEEANO I DML <, FRIR R
A5 b B ICE TNV AW D, KRB VT,
PS & DTX EZFFICEFZEN 2 HEHERITREIN TR
Wl BEOEGIREITHFEEICHT 225K E 25
DTX DEFIZHEL TV AU REMD 3, HEBERT
D PS SN EEIDOBINICBWTEETH L & Hbh
bo WIZEZIE, EFREXFETZEHIZBWVTIE,
Triplet B2 & 2 RHIOBmWER)E L, DTX #5%E%E T
S LWHREME DO E 25, Triplet BEEN L Y BE % 4 72
5IGEEIR L 2 A REMD D 5o ERIRIZB W T,
HBEOPSZFHML, DTX DEETE L WHREME JE
52N, wFEELOBRELX NS L THETH S,

ERORZEEOB S 1L, W CEAT OV
2 572, Doublet BETlE, AEFHRIZL BEEFIE
FILILIE A 5720 LA L, ARSIIZ K Z#%5-=Z& W
Rk, I APA BECHEIEE DS <, EFRRT
DAEMEROEBZEMEI RSN 2B, KWL TIL,
ARSI OFEH = & OFNEIZOWTIZEFHICE R L Tw
W L LARDS, AFOEREKET — 71230 il
T, ARSI DI X > TZEOHME, HEFHEEDO S
07 7 A )VEHEFRRGEEPRRL I EIRINT VD
1720 ) 212, APA 3235, ENZ IZBBEEREE DY)
A 7, ABIIZ IR & AR TR & v o 725 B 72
HERRDN D), IR IEE> 525, L7z
WoT, BEOUFEELHE 272 ARSI OFEIAS, 1F
BB EDBEEIIARTRTHLEEZSNL, —HT
Triplet # T2 DTX B H O &, FN & 26% & BT
& o720 DTX B RN HERBIT59% Tdh - 722 & 13,
ARASENS 3B 86% & i L Tk <, Z i1k DTX
2 & BE R EE O PS AL A L /- gelE 2 R g 5
%o

AKMEOHEREZMM T LI2H720D, W{DPD
limitation * E B 3 5 L ED D Ho AWF3E 1L E B 5L
(N=68) 2SERS M, HRIC7 N — TROMH TIEE 5 ITE
B A7 £, IHEREB O 2 IR R LT
T-TREMD B B T 72, BIEWIMAA T TH - 721 8
TR0 B O 42 B RRE R PR B B D W TR IR AN IR
SNLEIONA T A A LRI TR ETE v,
BHENEITCH Y, Ty yafbsncnirnizd, i
HMTORBEEROR) 2R TE 2w E vy
limitation 7% %

AWFgeid, FEERIRT— 123X, mCSPC BE 2B
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CLINICAL OUTCOMES OF DOUBLET AND TRIPLET THERAPY FOR METASTATIC
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Abstract :

The standard treatment for metastatic castration-sensitive prostate cancer (mCSPC) has been intensi-
fied to combined therapy with novel androgen receptor signaling inhibitors (ARSI, Doublet) or triplet
therapy with docetaxel (DTX, Triplet). However, real-world data on efficacy and safety are limited.
This retrospective study compared PSA progression—-free survival (PSA-PFS) and adverse events in 68
mCSPC patients (42 patients in the Doublet group, 26 patients in the Triplet group). There was no sig-
nificant difference in overall PSA-PFS between the two groups (p = 0.0592). However, in Low volume
subgroup, the Doublet group showed significantly better PSA-PFS than Triplet group (p = 0.0082). Mul-
tivariate analysis identified Performance Status (PS) = 1 as an independent poor prognostic factor for
PSA-PFS (HR 587, p = 0.030). Specifically, Triplet group showed a significant shortening of PSA-PFS
in patients with poor PS (p = 0.0374). The incidence of adverse events was higher in the Triplet group
(Grade = 3: hematological toxicity was notable), and the completion rate of docetaxel was only 59%.
This suggests that the individualized selection of treatment based on the patient's PS and tolerance, in
addition to tumor volume, is essential for maximizing therapeutic benefit in mCSPC.

(Nishinihon J. Urol. 88: 143-151, 2026)
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