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PROSTATE CANCER PROGRESSION & RISKS o H#L: THEEARL R

EARLY STAGE LATER STAGE Bh'aAx® > £ HE 455
-0y LG,
No Symptoms .t . f;ﬁ_*'{‘i D ERERY 'fﬂ'_é’ﬁ:ré‘.
Peripheral growth Symptoms: N
Difficulty urinating, B B B > om A E“fr’;}f"’
frequent night urination, blood o % oo
B 7 R 5 A SR
METASTASIS RISK FACTORS 1 o

c REBL T FRE G-

METASTASIS

: Spread to bone, -; . . " .

: pain, weight loss A ER (e BA T ) ¥R
AGE > 55 RACE  FAMILY HISTORY ”fﬁ B ’Jijl:)% » Hp A E'?"J:F’é‘. B

Kﬁ}k g Hdeo gt b RO EF SRR KA 0 ?,;‘giggﬁgv,]g_ﬁq%gg;a;jw%& %o

B eTIRAR L KR I A &

LR LT - Bk T A R A FRE L B EF IR ESRS

<PSA s i s B R

PROSTATE CANCER DIAGNOSTIC PROCESS B8 rom (PSA) 2o

PSA BLOOD TEST DIGITAL RECTAL EXAM (DRE) fﬁ d g,jl mBE A
ign J o PSA &
LR R EREE S R
CIER A E NS

PSA LEVEL:

‘:
>4 ng/mL . ]

Measures Prostate-Specific Antigen.

Elevated levels suggest further investigation. Doctor checks for lumps or hardening of the prostate. - _;E'_ ﬁ';: fé“i ’#‘ i - %‘
- ’ S » 2 £
IMAGING (MRI / TRUS) PROSTATE BIOPSY =l o ?& 9 1 ;&r B
¢. (ng/mL) % H = -PSA
..10 R P PRI >
¢ minutes /}Efg"l r§ ¥ At —f%f—'ﬁ
—> Eb . B o B ’
Sukd Mo i e s T
Visualizes suspicious areas to guide biopsy Definitive diagnosis by collecting multiple tissue samples };‘E E’ _;E'_ fd E‘L H_ }':Pf /H', Z |

A2 blhe PR 2 AL o - Rk F PSA R A AZE 4 ng/ul 0 T F &
- HHE o A@ o PSABERE R RB L A FE AT P E S BN
B ™ 54258 3 ng/mL o
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. 2948 (DRE) :

7om X 4 T eA iR B o

e L R R T L EE R R
A A SR L

o DRE &2 PSA #/RIi % - I i&

° ’3‘5‘*"’35. ’EPSA DRE*&/P ’i%&ﬁi‘ﬁ# ’ %55?!;'7 Kbg&#kﬁ’fﬁg*ﬁ "Q\T”}'%’Z
e ® (MRI) 252 2424 4 (TRUS) - oa 4 24 i R R 5
EIJPSEH;%&%‘JP ¥ ﬁ?‘-‘ B g {@,ﬁ BT ’;"1:@25, o

. B

A (EFHI12B)
Foafr 2 Bl B (SEK

3%3%8;5}!\*7 B eE - Ry H-F/%FEH;?I%’T'
Wl AP FEFEF B8 - R hy o SRR BINEET S R e
AR ARE T Y1044 PV 5B

J4FH 2k 4 ehs

ENEE (IS R) N4
) T o

Uk i e S A B A

CELL TYPES

—[ ADENOCARCINOMA (>95%) ]—
1

Ductal
Adenocarcinoma
(Rare, Aggressive)

|
RARE TYPES

Squamous Cell Carcinoma

Neuroendocrine Carcinoma
Often no PSA increase,
not graded by Gleason

Acinar
Adenocarcinoma
(Most Common,
Slow-growing)

GLEASON SCORE &
GRADING SYSTEM

Pathologist's
view of
patterns

Pattern 1 . Pattern2 _ Gleason
(1-5) (1-5) Score
GRADE GROUPS (GG): ]
GG 1: g_loe\a?esngSQI?essTveness)
A F‘ﬁ —é% '_:‘: GG 2-3: ﬁr:teearfn?e?ﬁgte Aggressiveness)
| GG 4-5: :ﬂgﬂs&gg;‘;g\eness}

o AR T AT 95N SRR BT 5 R
B o Hf}&‘)ﬁ’w:’i&i&l*"“%%ﬁgﬁlﬁ’mj‘\w Wi > H P ¥

£ e “'Jq-\r’ﬁue Hfll)é’p (Acmar
adenocarcinoma) ; » i ¥ & £ E M - &k iR
Mo ¥ - fERF L g AL r%? £
(Ductal adenocarcmoma)J R EF R ki
FLEZRME - EFARPE Ry - 2R
F A el R ill » b deBEk e R fedd
MR 0 B F LA ¥ A ¢ ¥R PSA #ic
ELE ¥ A R T . A\Q,J:Av\‘&/h“vu °

e HRAEAKELER. LY A
(Gleason score) & - B HEE F ik
BB T ok e cnd L ke 2
ek e ks o BILE Fg AR E S
AP A FE B AT Ak (]
FIHA) » #ied BaAdipicie@NER
Gl TS EREF IR T AR
(Grade Group) ;2. — - % 2 /A HcAx i >

l:.l 3
n ._._.[‘1 fmr";‘u |,L0 [q]
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EEDT TS T R )
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o AB¥E2-3: &K
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| TR (S AREF o & AT

HA B 62 M (ReE ki)
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2B 8310 (B &R -

o A B WA Ky iR T S AT R FAGRA TuEAE o A A
Ciph > ROBEFZ 2L - o

CANCER STAGING

o B-PaE-P (BE)
% U EGE R
STAGE Il o BIw Bamn) s

FER TR Rl
.E'_%%‘« 0
o ¥ (RPREHBY) 1 Kwwe
93}7% (:‘fjj}f@m#wg__‘%%z\a;‘
%g\ 2R H §§E .

7

STAGE 1l
(Locally Advanced):

STAGE IV
(Metastatic):

LYMPH
NODES

BOMES

e B A iink  AFERE
RFFTAREFR

RSB s AT - A R TR ) 0 TR L B
Flferdig s + F Rk 2 240k > % o A Flle s 473 ( 4 Decipher Prostate test)
FOUE R E Lo FRRIE 2 R fedfAeh T v i DR TR R B o

SRR R B ATIR R B8 A TR T LT L g i ek
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L F o iy o FHBEL G ME 2B (MSI-H) 4 45pe 241 (AMR) -
FHORT R LA RARIHIMALF K o ¥ - i?'a‘i ik + fRge 1%3%’”?\#3?1 e 2 o
B (PSMA) » H &< ?&%&E’”j‘dﬁﬁ mz ko B3R AE &R E PSMA = Z RGP Er{oitie
IR/ R

AFE AT 1 e SRR R IR BT o s s f LA
TR FALPFEL S R X6 ETREPROEE RIS
I OE R AR A& R RS S LR RS S 23t
R R AF KL AR .

PR =
I
)
-

PSR R

ieB 3] (Treatment | P (Description) it * 8 (Application)
Type)

PR EETI T RIRBRERE > A | Kb &S REA DS DB 2
(Expectant b W n R o £~ DGR & s A
Management)

1 iR a BATR A R 2R RE i | SRR R AL R R
(Curative Therapy) | 7% o

2 &g R R I e AT St
(Systemic Therapy) | ¥ & #5 &34 mre o

EFEY  RRSFEREEE (NOON) 4ps 80 d & RF2h ~ A0 B3 ki
REEH > L2 FREFEARDEL 5T o R o nR AR B FEE S Gk
e wd TFREI AR, LR HER A RERYE  RANE SHFREGLF
Fih o ER B &R R o SRR TR R TR ¢ LB R £
eREI AL e

EEIeR R
# % $%/% (Hormone Therapy)
(Yl r‘n-r |,La n

EAMA
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W R 2 itk B s (ADT) o Ao & o el Uk ahl a2
- o RTERARAIRE M RN R RM 0 B S D SR UR e ’%’Q i T A A2

E o
Brain _ Mechanisms & Types
(Hypothalamus i : /'/
and\ -y ] 3 i x
Pituitary gland—+———" |} (o \
/ = osterone = )
/ Jeut '::--. . — Prostate
Bindis to . =
their g(owth
[\Goal: Lower or block testosterone to slow cancer growth j]
1. LHRH/GnRH Agonists & Antagonists 1 2. Anti-androgens f 3. Androgen Synthesis Inhibitors
(Injectable/Implant) (Oral Medication) (Oral Medication)
T Fl
- | S : gt (] \’ @ Testosterone | |  Adrenal gland Cancer cells
B ( 3 Bicalutamide @ AT\ (7o) ~ A
e Enzalutamide / -(&biratemne B ’\?\
Agonists : J —;3 e Apalutamide o f \ y q y
(e.g., Leuprolide, ’ Initial testosterone Darolutamide { Enzyme . ( . ] ]
Goserelin) surge, then block ,/ A ] .“‘ik’
production. — - &, S
* —~ - 2 g i = ) / i
. & 9 Eﬁ Androgen Prednisone
- ( - E receptors (Steroid)
Antagonists ; Rapid’ig';’g;';’;:w Block testosterone from binding to Block testosterone production body-wide,
(e.g., Degarelix) blockade, no surge. | | cancer cell receptors. L often used with steroids.

o LHRH/GnRH E2ch|& il @ S HEHFBEA g » 23884 > e 8¢ ®g
% Hfr o ®2u® (4o Leuprolide = Goserelin) KR 4-¢ H R & Fmp =4t 2 >
s DB L F B (tumor flare) | » ¥ i 4vjplfk o @ FdA] (40 Degarelix)
Plic B~ P MEHM 2 A2 F R o

o FLEPEEES I TULICIRES  H T LR FRS R XS E
o ek B EEFALEY o % - A E 4o Bicalutamide @ FT- i E S
»4- Enzalutamide ~ Apalutamide = Darolutamide » $tFeit e { 3 7% ©

o Mk & AFFIA L EH 4o Abiraterone > H i {I‘E' @*‘ri S ERzEL 3 rﬂm G
PHRET LR R A od BT P PR W RS S ER L § 2 AR (4
Prednisone) — ki * o

v &;5% (Chemotherapy)

CEAR R B Sd R @Iﬁ (T 30 > 8 5 TR P o B dgp e o Q_%;EH;]‘L}%@}%
SRRTE SEY ER SR R R R T ity tifes =T T

2. ¢ e 6
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- Docetaxel (Al&%): wLAmBEERREA * - R BpFF - LR
Ao s JWFHIREL- 0 5 6 B o 50 AR R TFY o Docetaxel i
¥ ¢ 2247 FIfs Prednisone — Azié *

+ Cabazitaxel (M) : % ¢ 9k & Docetaxel infp s WA E -
Cabazitaxel 4. F - M auE4# - Cabazitaxel srifhdrz ALt >t v i § B4 "B -

Ji - %ﬁ;ﬁ_ fa b :}%f :2__%';}';' #’ 2R E‘f?&‘ﬁ%‘ﬁ_ﬁﬁﬁﬂ] °
# %% (Immunotherapy)

LB E T BT AP ARk A D R s S X o

. Pembrolizumab (Keytruda) @ &8 - B4 Bt & Bdrd & > T * 30F 7 F A5

L2 (Mirk 2 R 08 S4B ln) 3 i%ﬁﬁa‘%&’ﬁt&» o d Frigat AL 7]

%w AR R AR i (9 3-D%) o Flt B Ao R B & R AR 17 A FR R
VURERLE

¥ ;5% (Targeted Therapy)

Belie o 6k 3 P S R ¢ BB A L A S AR 0 R T A
R ER m g T o

. PARP P4 W 0 SR L (4o Olaparib) #v FE%7 & 5 PARP 939 B > %39 F &
w2 DNA 4F 5 24P > €& &£ J o ¥ 3 53 BRCALI/BRCAZ 2 H & ki iz
(HRR)E!}r]i\% T dmie ko> Hop e DNA B4R 4 & X4 ’{—‘-@ ¢ * PARP #r
FIRI ST — FB BT > € § HR DNA 456 B 4f > B @ pimre = o
« PSMA fRi=icHk : i%‘{— B &g ok rm)%"*%i‘r‘?ﬁ Ar@RE cpA o F
BB g * PSMA & 3 %7k 4 (PET) msipiore .7 2 £ 3 k%0 PSMA 3
5o FR% B PR A" Y Lutetium-177 (Pluvicto) ia o @fficstit
B & 5 TGPS, - A B F R 4 5 o0 PSMA 3¢ > Mgt £ F R 0L
BoRphmre o JE B Rl o R R RR R R MY BEE e ST o

%% (Recurrent) 2#&# (Metastatic) #E H2 iR EHR

[=] i 7
“.3._.‘_:'_{” ol :_.i:‘-'"
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TREATMENT PATHWAYS FOR ADVANCED PROSTATE CANGER: RECURRENT & METASTATIC

(Based on Clinical Decision-Making- Based on Clinical Decision-making)

‘ [ Advanced Prostate Cancer 1,
(=} RECURRENT (M0) v METASTATIC (M1) ¢
e Post-definitive Rx, rising PSA, De novo or Recurrent with distant metastasis
local/distal recurrence, no distant metastasis fo bones, viscera, or extra-pelvic lymph nodes
FOUNDATION: ANDROGEN DEPRIVATION THERAPY (ADT)
v (Orchiectomy, LHRH agonist/antagonist) < Goal: Testosterone < 50 ng/dL v
MO CASTRATE SENSITIVE (MOCSPC) M0 CASTRATE RESISTANT (MOCRPC) M1 CASTRATE SENSITIVE (M1CSPC)
- Biochemical Recurrence (BCRY): - Rising PSA despite ADT - Distant metastasis, sensitive to ADT
Rising PSA only, sensitive to ADT (Testosterone < 50 ng/dL), no +
| | radiographic metaslasis
PSf;DT >10mo, o1y :igté Eisk: F;_SF:ET shgrlgc | | ~ NCCN Cat. 1: ADT + New ARPI
older patient > nadir thresholds PSADT < 10mo " (e.g., Enzalutamide, Apalutamide,
PSADT > 10mo =" ¢\ Treatment ¢ Darolutamide, Abiraterone) ¢
Observe or NCCN Cat. 2A: v |
o PO 10.20 S Observeor | [ NCCNCat 1: CONSIDER HIGH VOLUME
Pause if PSA<4) 2% Line Hormone ADT + Enzalutamide | TUMOR VOLUME | (Visceral mets OR 24 bone
E+L: Hot flashes risk. Therapy OR Apalutamide OR mets with 21 outside
Similar overall survival to E: Gynecomastia/nipple Darolutamide pelvisivertebral column):
continuous ADT pain risk. b ADD DOCETAXEL
(Chematherapy)

MOCRPC New ARPI Comparison (Side Effects,
Interactions, Food, Frequency - No direct trial comparison): Side Effects: Neutropenia,
- | "> neuropathy, stomatitis, etc.

KR i f A R Pk R kg s ek A (advanced prostate cancer) @ % - i 5 %
A (recurrent) » 7 R H X E RIS IS (FAFN 3k ) s X RBHF % > 4o PSA
FA S RINA BB % EE G HES A (netastatic) o ¢ WAL UTEE WA & AR
PR A TR RE S A 2T N LT S e A FRZ B kA B R
= (ADT » BERE 1 > “,f ~ LHRH agonist/antagonist)s3f e+ % @1 iy ~ % * & Hf
B 2< 50 ng/dL 14 » B 2 4FFEE 0 A L2 R (castrate sensitive)® 4 F 4t
(castrate resistant) °
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B B S AR R ER S A R S BRI

BBE— mER

SERAIE AR
SN (FiRmE) |_’ wRER

SRR

(Ob%eﬁﬁ
Al I:: )
PSADT (Stéﬁ?t:agh'ﬁnti

AL o

pathway inhibitors) -

2
e

« PSA EH
- &
: EaER (@ mewmmes |—>(
EBROL (ADT) BEE I
% é & - — FRERHEE
#e
LA LHRH agonist/  Z[EfH < 50 ng/dL
(Orchiectomy) antagonist ARPI
v | 3 B
EHR ™ S isautande
. | id
e REEEER S AErertre
[Disease Controlled) (Disease Progression)
1E%
[ S i }— B a0 ]
—p[ (Targeted Therapy) |

ot Hp ’”]U% w2 ADT 2 A7 » 4~ B # )55 4o ARPI(androgen receptor
% enzalutamide ~ apalutamide ~ darolutamide ~ abiraterone °

2 oo R 2R 2 AR BRRES SH /T 58 R L PSADT (PSA doubling time)

kb Rpmed L3R A TEHFFRBZALFLINR -

MOCSPC (2ti&# 4 Hrag t45 ajvs'lug EhABAPGBAEY X IES (M),
MOCSPC (FFisisit ZSaRMERTIMRE) SR ARRE

MOCSPC

(Non-Metastatic Castration-Sensitive Prostate Cancer)

?:Ii

#2180 (BCR) : PSALANREPES »
RGHAR BRI (M0) - HEHAH

ERR
PSADT > 10{&A °

MARER

y

IR

S

PSADT & PSA

mAS
() PSADT<9 ER:B
” PSA > 1]t 1 ng/ml
o W€ 2 ng/ml

¢

o EEETH

5 mste RSt

HEBR
PSA 10~20 ng/ml B

P

LEEE
PSA <4 ng/ml B¥

XEERRER SR AR L)

[, NCCN (category 24) 35

Enzalutamide (E)

Enzalutamide +
) Leuprolide (E+L)

1 £ MERBITAES) v

N~

e

BURIER I

aem |
PAIAT




non-metastatic castration-sensitive prostate cancer) :
)~ 23 Fivg sy 2w T4 it 48 3 85 (biochemical recurrence > BCR) |

>10 B2 i fEL i EETRE

£ 4 PSA A&

304 (&
= % PSADT

PE 2R REL R RPF D SR

(intermittent ADT) > +245 PSA i 1542 & - < #:4% (PSA 10~20 ng/ml p¥) & %7 % * 2 (PSA <4

P%--? ’

ng/ml FF) o 3F % 6),?@

F
AR TR R (2 2 b B 2 ng/ml) - Enzalutamide +
(category 2A)iE:x 2 #4 - EtL & E 3 Faliv® + 2 £ 5
PIMBATURE SRR -

MOCRPC (FEEE#1&ES2ntEriyIiRE)

Bk B F iR B EM a2 49 -

% b % (PSADT<9®*® » 2 PSA+2 3 *“%E”’ﬁ*”“fﬁ%&i&%%&»l ng/ml » & F
Leuprolide % P # NCCN
Bl F AP m ERE

( MOCRPC & : 182 ADT 4152 E8 < 50 ng/dL » {B PSA F# EF+ » B Likiswewss o |

) 4

PSADT

J

PSADT > 10 {@A PSADT f FAt& a5 2 5
(PSA fE14WSHY)
FSERGEMA ADT mnERF—inis R REL
magR (®7) (NCCN Category 1)
—IREWMREE
@ Enzalutamide Fm Apalutamide E. Darolutamide
temeE Enzalutamide Apalutamide Darolutamide
Y b | . B WY 245 - mpsE -
A wier man .-risﬂmﬁ_&&
o ®eb > 5
£ REREHR EE C Spanammm _ K SVpmainmm S cYpamdimEm
Q mEmx | 5 sE-% %], sB—=x (] semx
' wEW ' HEW
1@ stiRamEwE gensnk | [©® oepgue @) mmns

& BrisdABEESUREIEHSE = HEY - REREENEERR -

o MOCRPC( 24k 4 12 &t Fujs
cancer) : ¢
PSADT > 10 B 2

7| ﬁu% non-metastatic castration-resistant prostate
=< ADT ‘245 & Hfr <50 ng/dL - e PSA¥F 4+ =2
BB E B MERE K2 5 PSADT< 10 ® % pF 3 Flﬂﬁév‘é—”&ifﬁ’{# °
FgRr ADT 2z A # 4} 37— Sz e % Z % Enzalutamide #
Darolutamide (NCCN category 1) o B # & A 7 Tk #5%k & £t Bz

Bk F AER o F

Apalutamide &*
3?’?-— IJ“ «}!’mz\? r'} /;9.’

FER2prro = ’%12 Bengies ~ B3 nr’% v JREEHE L & R E‘l;}w 2B
o2 10
" 'f'g‘_‘?‘?twﬁ'ﬂ%’ﬂm
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o MICSPC(#& #5 3 oz Ha 5!]“%13; metastatic castration-sensitive prostate
cancer) I AL R RF S FRBES T HI F G o f P FE i ADT *b > 4 b AT
- Rpusei gk F& (NOON categoryl 2 2 & ho@] #7577 ) o

M1CSPC (Bt =2 REmIERE) aF KR RE

| DBARRNEAEREE - EREBNEY |

: HEfEEEBE
ﬁ;ﬂﬁ t,;tsssessrrm-nt of Tumor ¥ ﬁm‘
(FEREHE) Metastasis Volume) (High Volume Disease)

[ AR )
Qﬂ@’ RBE1 OR24ETER j L
(RPz1BUnE_HEN) Ml

A ERENRER

+ ik

M . e
@i_ F—hREER ZENLES=ES: (%0 mzﬁiﬁgﬁ*
ikl ) {E#%5 Docetaxel § RUELZ
(NCCN category 1485 » = < S (Neuropathy)
40l Abiraterone, Enzalutamide, Apalutamide) (Tﬂple TheriPY) QR

(Stomatitis)

BEGAR © SHER ADT (E2H5%) Yy

¥ TEHE ST RSB ER (RERS S AFHBIHY 25— B2 v
E 3t pelvis vertebral column) > ¥ £ 4c } % = B & i“ s ¥ % Docetaxel » e jf i1
REF RGBT o dorf? e T MR TRU RS

 MICRPC (Metastatic Castrate-Resistant Prostate Cancer.M1CRPC (M1 ## 14 %
it n 3'1”‘}*"%) el kAT EFRRLZESH (HRR) AFIRBH A 2 T A4 (1Y
RlZ7)  RAIF SR ADT > 495 L5 @ % Gehinf ket 3 pehBd e o £ 2
7 FARE B4R (HRR) AFIRER & * 2 PARP #r4# 2 =& o & MICRPC 2 B0
20~30%E # HRR 2 & F)44 fin o
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JeBinfermatien
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M1CRPC (831 EZEmItmyIRE) R FARE

A% HRR EERE fikiRfeal (E IR AV R BRI B ARG

(HRR Mutation Positive)
O+ @ ]

(£ 20~30% 5B A)
[ $7—1X ARPI + PARP I

ELGUGE L
ﬁ j(PARP Inhibitor Combination) | & |
(40 Olaparib, Talazoparib) =l

[ HAEIE (168 > BAERIEARE)

A% HRR EER% ki Al E IR ARSI ERIEE
(Based on Prior Therapy, Choose New Combination)

#i— ARP! tw WY HH&P&“&@{ P
(Novel ARPI) (Chemotherapy) (Radionuclide Therapy) (Immunotherapy) '
(401 Abiraterone, Enzalutamide) || (%0 Docetaxel, Cabazitaxel) J \{?I] Lu-177 PSMA, Radium-223) (40 Sipuleucel-T) _.

¥ ¥
BREAR | SRIER ADT (E85E)

* MICRPC (non-HRRm) : Ml ## {3 #4&ipb o5k AR AL EBARFIRR - &
- BEF TS RORY BIRAE 0 © ERFIT L RBRNE - AR AR TF
Docetaxel 4o g * ; L% K1 ADT & docetaxel in R i€ ° ¥ 4c } Enzalutamide

2 Abiraterone » 1 *t% ¥ ARPI £/ 3 — Phase I1I ‘?;%17‘1: R~ 375 %7 MICRPC
;.@é—‘ﬂk AR R é«*‘ w\ %% ,r,;%«v % ﬁ«;{ Mg * 2 ek mBEFLR R

Enzalutamide #c ¢ * abiraterone f& 0 15 = .%il’éf’*p A PSAREREE 0GR

T-HaTy RFEFEAD R EYE F% 2 M2 Docetaxel > Bld& 5 cabazitaxel
‘\' Lutetium-177 PSMA -

*  MICRPC (non-HRRm) : Ml ## H.4 $ 45t b 515 RFRELBARFIRE - 4
T R FEESFEE > Radiun-223 2. % - 58 -
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M1CRPC (non-HRRm) : M1 ERIENERYIRE (ERFEHEREERRE)
B3 BEREIAITIIE > CIRRESINER - HERAREYEBHRRIER

FRIESERA

Docetaxel {6 ?
£ (ves) 5% P BThE 'Q_‘gggﬁ;;ﬂ )
fZRIBADT DT Enzalutamide é Phase ISR >
(or ADT only) Docetaxel;&#% ™ é s igﬁl;:;mn'e%gmt:mﬁl

i RERR{EPSAIERPHR (M
@D Abiraterone itw) -

HEMER
E%ﬁ?ﬁgﬁﬁ @P‘ Cabazitaxel 5§
2 Lutetium-177 PSMA

BRHIER - 8B B ENE
F—i%$E : Radium-223

Docetaxel 16#&

(Prior ADT only Prior hormonal therapy only )

eDocetaxel (Category 1) eDocetaxel (Category 1)
eAbiraterone (Category 1)
eEnzalutamide (Category 1)

If bone-only metastases:
Radium-223 (Category 1)

Prior docetaxel (T) only Prior docetaxel and hormonal therapies

eAbiraterone (Category 1) *Cabazitaxel (Category 1)

eEnzalutamide (Category 1) eLu-177-PSMA-617 (If PSMA+, Category 1)
(Cabazitaxel eDocetaxel rechallenge {if no prior progression)j

*  MICRPC (non-HRRm) : #A e B R > i %4 § # 24 Flifis (ikirk 7 i
B OAHEBASNE) hF LRPEERE

NCCN Guidelines® recommendations non-preferred or for subsequent therapeutic options for non-HRRm
m1CRPC following progression?

Consider for palliation of symptoms

— MSI-high, dMMR Pembrolizumab
— TMB = 10 Pembrolizumab
| Useful in certain |
scenarios
==  Aggressive Variant Carboplatin/Cabazitaxel
w)
Q
&
= Minimal or no .
5} - m
= symptoms, healthy Sious suceLl
Q
E
..g | Not candidate for other Mitoxantrone +
= therapy prednisone
]
=
4+
(@]

Secondary hormonal
therapies

Other recommended
options

Abiraterone +
dexamethasone




* MICRPC (HRRm) : &3 FiR€ 2124 (Homologous Recombination Repair > HRR)
AFR%2 MICRPC > # % 7 i34 DNA BFox 97 2. % - s 4] > @ PARP 2 %1 5 % - i
DNA 2 48 #8+] > 1% PARP #r & ke > if ¥ 1% & = &5 {4 (synthetic lethality)
PSR mfe 2 DNA B4R > 5ot o Folplmie = CHRRGLIEE T 7 S £ R gk 5> H ¢
B~ 7 il £ BRCA1 ~ BRCA2 (it 66%) - Olaparib %#7% HRR A F1R ®#E 3¢ ¥ 5 NCCN
guideline (category 1)2 7 ¥ % Bgis R ADT insf > £ 4t ablraterone o

M1CRPC ( HRRm ) ;a PRt HIESRER - S RESEIEE PARP I

(Treatment Mechanism & Strategy: Synthetic Lethality & PARP Inhlbltors)

‘ M1CRPC (HRRm) RSP A RTINS - ERREMIERE (HRR) BEZ ‘

(Metastatic CRPC with Homologous Recombination Repair gene mutancn}

E4% 4R SREFEMES  M1CRPC (HRRm) B4

e HRR EFZ=4
'PARP W NG ﬂ'x'r B4 HRR 518

fe- (B—gfEm) o
N Afl ) PARP Js!
OO — MOOOC e it

tﬁﬁ:Hig;:ii) »N \w-fT —BS
DNA ST » HAST53E WEEHE  DNAMRER  ARBTH : SEREC
ERAMEFRER
EZ HRR £ | | NCCN {5 Ei%a

Olaparib (Category 1)
BRCA1, BRCA2 (1 66%) & Z{E2E @ BARFTA HRR B E =R aR
» — HBE{EESIB ADT : EiDL Abiraterone F

$ MICRPC (HRRm) ;235 5% 40T 4

6rior ADT only Prior NHT only
| e BRCAm: e BRCAmM:
* Olaparib + Abiraterone (Cat 1) * Niraparib + Abiraterone (Cat 2B)
e Niraparib + Abiraterone (Cat 1) ¢ Rucaparib (Cat 2A)
e HRRm: ®* HRRm:
* Talazoparib + Enzalutamide (Cat 1) e Olaparib (Cat 1)
* Talazoparib + Enzalutamide (Cat 2B)

- EEETEEETEES

Prior T only

Prior T and NHT therapy
e BRCAm: T
* Olaparib + Abiraterone (Cat 2A) e R - rib (Cat 2A)
\ * Niraparib + Abiraterone (Cat 2A) HRI;-leaI'I a
e HRRm: * m

* Talazoparib + Enzalutamide (Cat 2A) * Olaparib (Cat 1) /
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ARPI (Androgen receptor pathway inhibitor)z_ f§ % it $#&

Enzalutamide | Apalutamide | Darolutamide | Abiraterone
B Frdldrpled <4 (AR) shfrph 800 2 22 | Fr i
%28 (AR) #74 E o st CYP17A1 > "% i1
M EE AT
B
- B o 40 mg/tab 60 mg/tab 300 mg/tab 250 mg/tab
AE® 2 160 mg QD 240 mg QD 600 mg BID | 1000mg QD =z
TR gl
EFH No No g e
33
MOCSPC o (2A)
MOCRPC o o o
M1CSPC o o o (+ TXT) o ( TXT)
M1CRPC o o
Y el o Poaow A OERHER 2 TRA RS R
FEas CYP3A4 % 7 | CYP3A4 £ 7 | CYP3A4 % 7 | CYP3A4 £
ks CYP3A4 3% | CYP3A4 3234 | CYP3A4 3334 | CYP2D6 ¥ Fr+1
% # CYP2C19 | #
5 4 &
R L ks No # ;2 120ml # | No No
% 3 kFB R
A w P B IR T EE Dl it
%HAZ PN &% ]
PEATEA
B
¥ AR A~ | kR Ew RE &P | AR EPE
* o E R oo~ F o B S 1S [ R
o R BMER 37| ()72 ¢ | #b s F s
FoFirpeE | BEEMER | Man WME | B Ma 4
SN AR j;;‘gé‘;\ﬂ—;}%g( JR
_L |
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Bt wl i | L | e | A A
b AR | AR | AR R | B35 TR
FArpkin) ~ i | B AT E S B IR
T TAREH 2 B R
ol R F R i B
# (PRES) (SCARS) ~ ¥
P i
ﬁ‘ril’?’ﬁf ¥ # 5 (Androgen receptor pathway inhibitors) 2 o4 #5% % 5%

: Enzalutamide
| (ZZH/$H Xtandi®)

(pfizer)

Apalutamlde
. (318 Erleada®)
JOLN)

Darolutamlde
| (5518% Nubeqa®)
. (Bayer)

Abiraterone
(2 Zytiga®) (J&J)

eIzl mOCSPC with high | Not indicated
risk BCR (+/-
GnRHa)
[EMBARK trial]
*P: 1069 pts with mOCSPC with prior definitive therapy, PSADT < 9 months.
*1/C: (1:1:1)
L: leuprolide 22.5 mg SC Q12W, E: enzalutamide 160 mg PO QD, L+E: (combination therapy)
*O: 5-years MFS: 71.4% vs 80% vs 87.3% months (E vs L: HR 0.63; p <0.005; L+E vs L: HR 0.42;
p <0.0001)
*AE lead to discontinuation: 10.2% vs 17.8% vs 20.7%
l0[eizze8 mOCRPC (with mOCRPC (with mOCRPC (with Not indicated
GnRHa) GnRHa) GnRHa)
[PROSPER trial] [SPARTAN trial] [ARAMIS trial]
*P: 1401 pts *P: 1207 pts with *P: 1509 pts with
mOCRPC on ADT mOCRPC, PSADT mOCRPC, PSADT =10
with PSADT <10 <10 months months
months *I/C (2:1): ADT + *1/C (2:1): ADT +
*I/C (2:1): ADT enzalutamide or ADT | enzalutamide or ADT +
+enzalutamide or + placebo placebo
ADT + placebo *O: mMFS: 40.5 vs *O: mMFS: 40.4 vs
16
Em%wm%ﬁah
e s . TEAER R
REREEEE 0 FFRE R RE S EE SRR R 2025



*O: mMFS: 36.6 vs

16.2 months (HR

18.4 months (HR 0.41;

14.7 months (HR 0.28; P<0.001)) P<0.001))

0.29; P<0.001)) mOS: 73.9 vs 50.9 mOS: NR vs NR (HR

mOS: 67 vs 56.3 months (HR 0.784; p [ 0.69; p = 0.003)

months (HR 0.73; p = | = 0.016)

0.001)

m1CSPC (with ADT) | m1CSPC (with ADT) | m1CSPC (with ADT) | m1CSPC (with ADT &
prednisolone)

[ARCHES trial] [TITAN trial] [ARANATE trial] [LATTITUDE trial]

*P: 1150 pts with *P: 1052 pts with *P: 669 pts with *P: 1199 men with high

m1CSPC mCSPC mCSPC risk m1CSPC.

*1/C (1:1): *1/C (1:1): *1/C (2:1): *1/C (1:1):

ADT+enzalutamide ADT+apalutamide vs | ADT+darolutamide; ADT+abiraterone+

vs ADT+placebo ADT alone. (Median | ADT alone prednisolone vs ADT +

*median rPFS: NR vs
19.4 months (HR:
0.39; p<0.001)
*Grade >=3 AEs:
24.3% vs 25.6%.

f/lu: 44 months)

*OS: 84% vs 78%
(HR: 0.67, p: 0.0053)
*rPFS: 74% vs 56%
(HR: 0.48, p<0.0001)
*Grade >=3 AEs:
42.2% vs 40.8%
*TRAEs leading to
DC: 8.0% vs 5.3%.

*Median rPFS: NR vs
25 months (HR: 0.54,
p<0.0001)

*Grade >=3 AEs:
30.8% vs 30.3%
*TRAEs leading to DC:
6.1% vs 9.0%.

placebo.

(Median f/u: 30.4 months)
*O: 3-year OS 66% vs
49% HR, 0.62; P<0.001.
*Grade >=3 AEs: 63% vs
48%.

*TRAE leading to DC:
12% vs 10%.

m1CSPC (with ADT +
docetaxel)

m1CSPC (with
prednisolone &
ADT & docetaxel)

[ARACENS trial]

*P: 1,306 men with
m1CSPC, ECOG 0-1
with no prior CT, IT, or
ADT. 86% de novo

[PEACE-1 trial]

*P: 1173 men with de
novo m1CSPC. >50%
with high disease burden
*1/C (1:1): ADT %

b

1

-

~m

metastasis. docetaxel;
n . 17
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*I/C (1:1, both group
ADT + docetaxel 75
mg/m2 Q3W*6):
darolutamide 600 mg
BID or placebo

*O: Median OS: NR vs.
48.9 months (HR 0.68;
p<0.001)

*Time to CRPC: NR
vs. 19.1 months (HR
0.36; p<0.0001)

ADT = docetaxel + RT
ADT * docetaxel +
abiraterone

ADT * docetaxel + RT +
abiraterone

*rPFS: HR 0.54; p<0.001
OS: HR 0.82; p=0.003.
(With abiraterone vs
without)

e {08 Enzalutamide
(ZH3H Xtandi®)
(pfizer)

[AFFIRM trial]

*P: 1199 pts with
mCRPC following
chemotherapy

*1/C (2:1):
enzalutamide vs
placebo

*O: mOS: 18.4 vs
13.6 months (HR:
0.63; p<0.0001)
[PREVAIL trial]

*P: 1717 pts with
chemotherapy-naive
mCRPC

*1/C

(1:1): enzalutamide
vs placebo

*O: mOS: 32.4 vs
30.2 months (HR:
0.71; p<0.0001)

Abiraterone
(3 Zytiga®) (J&J)C

[COU-AA-301 trial]

*P: 1195 pts with mCRPC
following chemotherapy
(docetaxel)

*1/C (2:1):
abiraterone+prednisolone
VS

placebo+prednisolone
*O: mOS: 14.8 vs 10.9
months (HR: 0.65;
p<0.0001)

[COU-AA-302 trial]

*P: 1088 pts with
chemotherapy-naive
mCRPC

*1/C (1:1):
abiraterone+prednisolone
VS

placebo+prednisolone
*O: mOS: 34.7 vs 30.3
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median rPFS: NR vs
3.7 months (HR:
0.17; p<0.0001)

months (HR: 0.81;
p<0.0033)

*BCR: biochemical resistance; rPFS: radiographic progression free survival;

Generic

/
Trade

Enzalutamide
| (% ¥ & Xtandi®)
: (pfizer)

E Apalutamide

(-«» 5| % Erleada®)

- (J8&Y)

Darolutamide
: (## > Nubeqa®)
. (Bayer)

Abiraterone
(#F3¥ Zytiga®)
(J&J)

PD Inhibition of AR nuclear translocation, and AR-mediated Inhibition of CYP17A
transcription.
PK A: oral BA: 84%, no ; A: oral BA: 100%, no ; A: oral BA: 30% A: oral BA: <10%
(ADME) : food effect. food effect. (fasted), 60~70% (fasted), 5~7 fold
D: PB: 98% Vd: D: PB: 95% Vd: 276 : (with meal) increase (food)
110L L D: PB: 96% D: 99% PB
M: CYP2CS8, M: CYP2CS, M: mainly CYP3A4 | M: SULT2AT1,
CYP3A4 CYP3A4 E: mainly in fece CYP3A4
E: T1/2: 5.8 days. : E: 65% in urine E: T1/2: 12 hrs. 88%
feces in fece
Indicatio : mOCSPC with nmCRPC nmCRPC High-risk mCSPC
ns biochemical mCSPC mCSPC mCRPC
(FDA) recurrence at high mCSPC with
risk docetaxel
mCSPC
CRPC
Strength : 40 mg/tab or 80 60 mg/tab 300 mg/tablet 250 mg/tab
availabl ; mg/tab or 40 (The 240 mg/tab is
ein TW :mg/cap not available in
Taiwan)
Dosing 160 mg PO QD 240 mg PO QD 600 mg PO BID with | mCSPC: 1000 mg
meal QDAC with
prednisolone 5 mg
= 19
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BID

mCRPC: 1000 mg
QDAC with
prednisolone 5 mg
QD

Dose eGFR >=30 eGFR >=30 eGFR 15~29 Renal impairment:
Adjustm i mL/min/1.73 m2 or i mL/min/1.73 m2 or  mL/min/1.73 m2: no dose adjustment
ent Child-Pugh A, B, or ; Child-Pugh A-B: no : 300 mg PO BID. needed.
C: no dose dose adjustment Child-pugh B: 300 Child-Pugh Class B:
adjustment needed. mg PO BID reduce dose to 250
needed. mg PO QD.
Child-Pugh Class C:
Avoid.

Severe Ischemic Heart Ischemic Heart Ischemic Heart Mineralcorticol

AEs Disease (1.8%) Disease (1.9~3.7%) ; Disease (1.3~1.4%) |excess

(Grade : Seizure (0.8%) Seizure (0.4%) Seizure (0.2%) Adrenocortical

3/4) Fracture & Fall Fracture & Fall insufficiency
(3.4%) SCARs Hepatotoxicity
Hypersensitivity ILDs (0.8%) Hypoglycemia
PRES

Commo : Fatigue (24~51%), : Fatigue (39%), hot : Fatigue (16%), hot Fatigue (38%),

n AEs hot flash flash (14~23%), flash (5%), arthralgia (26%),
(18~27%), arthralgia (16%), decreased appetite | hypertension
constipation rash (25~28%), (19%), hemorrhage, | (9~37%), edema
(9~23%), diarrhea i decreased appetite | increased weight (25~27%), hot flash
(17~22%), (12%), diarrhea (18%), and (19%), diarrhea
decreased appetite : (9~20%), weight hypertension (7%), (18~22%), upper
(56~19%), edema decreased (16%), LFT elevation respiratory infection
(12~15%), hypertension (16%). (56~13%), cough
hypertension (18~25%), fall and (11~18%).
(6~14%), fracture (9~12%). Anemia (20%),
musculoskeletal lymphopenia
pain, headache (20~38%),

[=] . 20
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(11~12%),
hemorrhage , fall
and fracture

hypokalemia
(17~30%), LFT
elevation (11~46%),

(5~13%). hypertriglyceridemia
DDI Strong CYP2C8 Strong CYP2C8 P-gp inducer or Strong CYP3A4
inhibitors or strong : inhibitor strong to moderate | inducers: avoid
CYP3A4 inducers: i (gemfibrozil) or CYP3A4 inducer: coadministration.
avoid strong CYP3A4 Avoid. *Effects on other
coadministration. inhibitor: reduce P-gp or CYP3A4 drugs: reduce the

*Effects on other : dose by tolerability. i inhibitor: monitor.
drugs: reduce the : *Effects on other
AUC of CYP3A4, drugs: reduce the
CYP2C9, or AUC of CYP3A4,
CYP2C19 CYP2C19, CYP2C9,
substrates: avoid UGT, P-gp, BCRP,
coadministration. or OATP1B1
substrates (e.g.
midazolam,
omeprazole,
warfarin): monitor
and adjust dose.

AUC of CYP2D6
substrates: avoid
coadministration.
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g AR R R (F F B R SRR AR AT

i [EH (Cause) FEZ§757% (Coping Strategy)

(Side Effect)

RERIEHEEERRIBRF MM | OBREEY) (40 sildenafil) - AZERE « 5
tEThAERERE (ED) | ARRFJAESERAEIRMG - MR | [F/OIEAENH R AFER BAE R R
SR TIFEMRK - ZRARAVELE -

g RIFEEES (WEDinK) - RE9E
FiEames REIFAZ— :

; b =", fEi i = B8~ BtEtkR - RA THP) RRAY
’E% E ﬁ%£$m ﬁfﬁﬁ@{*l@\n (%-_I_E . 1&% ~ ﬁ%ﬁ . %;m' . %%) m%

2R AR o

T e L .
: EEIIESTEED (BRRME) - ERR
FRRSR PIAEHIRHIS IR RAIOPRR | Shesan | oppRSIMBEERRTEREIRE -
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Fdp s ~PSA #iEM 2 B2 A4 o

e TR BLET R
FREEZE PSA B5:HI 5118 2%

] &

={EEs +>2 ng/mL
(183%)

>0.2 ng/mL
(1232)
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PSA enZ RIBT4R 8 ¢ Lo (s PSA RBIHNERBELTIAFTIMEE o KA o
PSA #c® enfizsf Fliok > a8 o

o X pF(s %‘f\”,f'kt%%%”ﬁi*f “,fﬂ*f%é’; 'PSA #ERFI AT SR o F PSA #iEw
AT AgiE 0.2 ng/mL > Bl ¥ ARAR G Rom iR w o
o HipRts i TEoffe PSA BERC LR R - B MEET R
e o g MEE G T Ao (nadir) ; o % PSA B A K BEw HAZE 2
ng/mL > PIAR 5 4R % o
- BHFEHC il PSA e » B3 EFHas * ERBRELTIRSE - ¥ ¥l i
& 45 CT 445 “MRI 4o %248 - i7& & -PSMAPET 4 712 B 5 & > &1 B PSA
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