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Management of Patients With Advanced Prostate Cancer: Establishment of
Treatment Guidelines Through Prostate Cancer Summit (PCAS) 2016
Composed of Korean Prostate Cancer Experts
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Purpose: The Advanced Prostate Cancer Consensus Conference (APCCC) 2015 was based on topics with
controversy in the field of advanced prostate cancer. To understand the Korean urologists perspective regarding

the issues, we have conducted a questionnaire named Prostate Cancer Summit (PCAS) 2016, with 9 important
subtopics
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Materials and Methods: Total 9 subtopics have been decided and questions were developed regarding each
subtopic. The questions were based on that of APCCC 2015 and translated into Korean for better understanding.
Total 51 panelists have voted online on 85 different questions.

Results: The survey concluded that testosterone should be measured as a diagnostic criterion for castration
resistance prostate cancer (CRPC) and that consensus was reached on issues such as the use of androgen
receptor pathway inhibitors in the treatment of predocetaxel and postdocetaxel in CRPC patients. In addition,
76% of the participants agreed that imaging tests were needed before new treatment in CRPC patients, and
a majority of participants agreed that periodic imaging tests are necessary regardless of symptoms during treatment
for CRPC. However, some issues, such as the use of prostate-specific antigen-based triggers for remediation
in CRPC patients, the endocrine manipulation in nonmetastatic CRPC patients, and the onset of treatment in
asymptomatic metastatic CRPC patients, were not agreed.

Conclusions: The results from PCAS 2016 has addressed some of the issues with controversy. Although the
voting results are subjective, it will help guide treatment decisions in topics with less evidence. (Korean J Urol

Oncol 2020;18:124-139)
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Table 1. Questionnaire about prostate cancer from specialists

Yes Majority ~ Minority No

2 719eo] gl WOl UMY B
o]d TEE RS wo wo] gl AP B & AL FAMY high volume  45%  26% 27% 2%
A A9, ADTS} &7 =AEA FAA a7 B Zgdrhd

oJd S2& X7& T2 gFo| gl AYAY TX} T A AAMY low volume  14% 4% 31% 51%
= Aol AEAYL T F wHo7t e 6% 4% 29% 61%

A% 209 EIHIEE F57] Y Zoledronic acidE AHE-SHAILER?
2. &g Ho] HYAIQte] T

At FA] 2 Ho] APAdez Adhd 739 41490 ADT il damgst 2% 20% 55% 23%
< Aola Az dis S4 ARE SAUtR?
9 B FaAFA @F7I7H9] ADTE EXAERE ARG 39% 35% 10% 10%
Yool tigt ZA4 A& o]Fof a4 Mol FFoE AU - o] 6% 16% 57% 21%
it #7149 F2ARE AP R?
9 B9 FaARA @779 ADTE EEXFEE ARSSIAILER? 27%  45% 12% 16%
5. Fold AMESAE AHAY BANA BEo|5 ZA7F fle e 229 9|9
FAA 7S] H3Fol AT b= Aol AM B84 ARAS FACIA,  14% 2% 29% 55%

enzalutamidel} abirateroneX} Z-2 A& o|Eo] ZHE A=z A S84 H=EA}
SAE AT 4= Sl AZolA, AEol59 A7 sle e 22 85
AL R?
FAANRY HGFo| HFotA Ge= Hold AM 84 AP AN, 29% 31% 22% 18%
enzalutamidel} abiraterone¥} ZH2 AEo]jE5o0| SHE A=2A 484 A=A}
A AT 4= s AZolA, AEol59 A7 sle RH 22 (85
AEAG 27

ADT: androgen deprivation therapy.

A E oj5Ee) SajolA Algsith et YA 2t
s

7k 74%2t 12%E F 9 BFo|A H|%E
2. A= 0| MMl Z(oligo-metastatic castration- - o TINE A B IS

naive prostate cancer) 3. AMAES MEMHMA9 HO|(definition of castration

ist
a4 ol MYl 3t el 37 oI5k synchro- resistance)

nous metastasis (bone and/or lymph node)& AR&-$tth= H| ST 96%+= CRPC Ztho] HIAEAHE X9 =
&2 SHAY 98%3th. 4 o] AYPAAL] 27 of “do] ¥t=A] FQsittal SHSHITh CRPC Ae 7] HA
Sto] 4 ¥ E= Aol Ao it =4 A= A o7 EXAEE A= <50 ng/dL (1.7 nmol/L)7} ARE-E|o{of gt
9 ADTS| B2 Ajgio] tholol RIS 4ES AW Ths S| 61%, <20 ngdL (0.7 nmolLy7k AH&Elolok
SHET Table 1 Qo] B Asb} gk 4% Aol MY @The Sgol 39%sith A4 BN CRPCE T95H:
AJo R ek Al YA} 4 HHo| g w4 A& Aol A= AAl =9 HAEAHEA AP 5ol

AlgY ool Higt dZolA SEHA F 2% 54 NEE FH(prostate-specific antigen, PSA) 522 Hol3tth=
A, 20%= tth=] SRt A A3, 55%= ABE Ao SHA] HlE&o] 98%3 o, thE RS ARSIt vl
O] ghAto A Al9Y, 18]l 23%7F AlSHA] Qh=thal got o] 2%Z UERYT) HAEAHEO] HA 54| o|slE o
At ESH YA o] gist X7 & A4 Ho| Ao R A A ko BHA|PA S EE(luteinizing hormone, LH)S
et A9 LA RS APery @et SHALE 6% ZH| B 2 9l LH $37t HASE olstE "olx|F]
T, 16%E gERY BolA A, STl 440 HEE 9 Aol 3ol s0vst BhE AHATEEE o)
SN A, 20%E APoHA gtk Gelgith 919 BEE(GnRH agonishE At e, 21%7} oF
% 49N BE AR ADT A9 of¥o] gt ARAH =27 584 (androgen receptor, AR) antagonistE F7He
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o}l 51 9™, 10%7F GnRH antagonist® 2FA| 7, 10%
7} o TREAEL AFETT S

4. FO|7t @l= CRPC XM T ! Xz

(management of men with non-metastatic CRPC)

ADTE A= PSA7} 5ot 754 AdAd &
28] W7] A4 o FE 25hH=t 31o] PSA-based trig-
ger (total PSA 7]&X]/PSA doubling time [PSA-DT])E A}
&ok=Alol digt Fwoll tisiA SEAHY] 55%7F PSA-based
trigger 9] TRE QIS ARESHo] AARITEAL SHIAL, 45%
7} PSA-based trigger TtO. 2 H7| A4H o HEE A 3Ich
I SHT

ADTE AFFolE PSAZE AH5aRe B2 UMY B
ApofA W7 A Al B AARE AlSH= total PSA E
gk (cutoff value)o]l Hgt Folof tisir= HAw712] 51%
7} 2 ng/dL ©]A}F 10 ng/dL T|9HS AREStchal 191, 27%
7} 10 ng/dL ©14} 20 ng/dL WGk, 18%7} 2 ng/dL |]g, 2%
7} 20 ngldL o1, 297+ AFg3HA] =rki Haksich. ADT
= ATOlE PsAZE el 224 AR BAolA
871 AR Al PSA-DTE ol-&st= 4% A=7H 55%7F
HUE 71E02 AT ST, 17%7F AFBaA) o}
=1 59 o, 14%7} 2-470Y, 8%7F 1070, 6%7F 12
NEE gohiot.

0|7} §i= CRPC Shaholl 4] 7141 2| Z(systemic therapy)
O] AlZF 7ol HsiAe SEAY] 49%0fA A4 A<l
395 A Lstal Hol7t gl CRPCOA A B E AZ}5HA]
&=t 5133, 33%O)A total PSAS} PSA-DTE 70| ARE,
18%°]|A] total PSA 7|EXWto 2 A FE AZStctal 513
=
Zo]7} Qli= CRPC EAPolA At ARl A5 &jof A&
£ StA "o AREE A=l disiAe A 47%7F
& o]59 ZA7L gle &Y 24, & S0 bicaluta-
mide®} Z+2 nonsteroidal AR antagonist, cyproteroned} Z+
2 steroidal AR antagonist, estramustineX} 72 estrogens,
ELE corticosteroidsS ARESHFA 5199t 43%9] AE7=
W AT F9E ATIE ARE A Ferin
Sel, 10%el4] 71eke Aeslsic

5. Z10|"d CRPC &XI0|M HE 0|52 2AH7t 8= W
£H| ZZtQ| 2|9|(value of endocrine manipulations

without proven survival benefit in men with
metastatic CRPC)

Hol4 CRPC EHol 4] AE ol50] TATE gl ]

ZZF, 2 nonsteroidal AR antagonist, steroidal AR antago-

nist, estrogens, corticosteroids *|&0] 3t AE7}9 BXH
ZA3}= Table 13} 29Tl EnzalutamideY abiraterone™} Z-
= AE ol50] THE d==A +8A F=AGA Y AR
7k offtol wet SEAY] FEHE W2 Ao|7F AT 4
7] eFEo] AW 7hs et A% AL oI5 247 8l Ui
H] AR RS Al et SEAE 14%% AL, 55%0
Me AsiA] et gkl B A7) oFFol] A%
Bl A4S g 22 ARk TE-SEAE 20%
AT, 18%0 4 AFaHA FEch Hargc AE o]59
AT} Qe R 2 ARE S 49, 14 ARt
SHA9] 33%7} nonsteroidal AR antagonist, 33%7} ster-
oidal AR antagonist, 24%7} estramustine, 10%7} pre-
dnisoneS A EAS}ILY.

6. ©O|Md CRPC #Xte| X|& MEHI} Z£A{(treatment
choice and sequencing for men with metastatic
CRPC)

PSAE= J5ohH 4 HAMS XS HolA o= 7354
7o)/ CRPC EAfo|A] A& o]=0] Urtal Bl oFA| 2]
Ao e As -SHAFQ] 59%00 4] HolA CRPC At &
izt BE AIH@8F)o HAE ARSI SHAA,
41%0014 23t BYEPE stA] s 2FAl9] ARG o]
712FE e A7|Real shiet. Hol/d CRPC EAfo A 54
o] gAY Hu|Fol| thet FolE= SHAY 35%7F TRt
W T4 B4R BES S, 35%7F IBAE 5839
A FAY ZQ Ao B85k HE, 28%7F 55 A= Bt
T 7%, 2%7F 716 A RE ARSRIT AL okt A
E= H|RE 542 CRPC A4 docetaxel I A=
A 12} |22 enzalutamide TE= abiraterone?] AR H| &2
Table 29} Zro] UEbELar, ARGRITH AL |3t S EAE 36%,

BR0) Ao AGS 15%, Ado] AE Frpo] A
AgTITHE 27%, AR SRtk Tt SEAE 20l
=

PREVAIL’ AL, COU-AA-302° AFE Hg o g Z4)o]
Ao FHAARE B2 HEo| gle g Mol AHA
& S0l 4 2Bt A BT E 93%2] FEZ7H}
Ag 7hsotttal "ottt ERF FUA AmE - BHY
o] I W Hol7} U= Mol HMPAMd FAol| A abir-
aterone®] ALgo] Thato] e HET] 5397} ALEL
s Qrerh Bl 4797t AL8-S MRSt T B
o FAARE T2 HEo] gle ol CRPC EAtoA|
abiraterone¥} enzalutamide = 71%9] AE7}7} enzaluta-
mide?] AME-2 A5, 18%= §E5| Aosh= °FA7}
AT Foklon, 7%e FUA R olgo] gle THAolA
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Table 2. Questionnaire about prostate cancer from specialists

LMol ANESA AUAY X7 Adzt &4

A7t S40] AW wHgE AMAG SAollA] docetaxel FAA = A 13+
X Z 2 enzalutamide = abiraterones AFR-SA|L}L?

Abiraterone©| U} enzalutamide L} X 29 8] o xF g whSo] gl dhx}ojA]
O|XX| &2 enzalutamidel} abiraterone2 AFE-SFA|ZASY 712

Abiraterone®| enzalutamide Y2} 2|zl sl #|-Zofl= ¥Hg= Holth7} thA] X
Sl= SAJo|A] o|X} X EE enzalutamidel} abirateroneS ARRSIA|ZAGU7E?

/3ol gAY mlugk Hw A A7EE CRPC APofA] A3+ AR E docetaxelFeY
ARE SHAILER?

S7do] AT v AZE CRPC EAo|A docetaxel FAARE SHALFR?

Primary ADTO] o3} ¥+ 7]7ko] ZQke (12 7o) S4to] UA|T viwd A
73t CRPC A4 docetaxel FAARE A2} ATE SHALER?

Primary ADTO] i3} §H§ 7]7to] ke (12 7o) S4o] fiAY nl=|staL
vl A7sE CRPC ZAM A docetaxel AR FEE LAF X RE SHALHR?

# Hol= SIXT W Hol7t gle F74d°] 3= CRPC EAlo|A] Radium-2235
A3}t A 5E IS HR?

FAA=EE T = = 40l = B Ho] CRPC EAA ALSYMPCA A+
AIE H-Eoto] Radium-223E ARS-SH= Ao FAsittal ABZFsHAvR?

FAARE T 5 A= F40] §l= B Ho] CRPC EA oA ALSYMPCA A+
AIE H-Eoto] Radium-223E5 ARE-SH= Ao FAsittal ABZFsHALER?
12} &2 docetaxel FAARE W H|WA AT SAOJA 27} AR
cabazitaxel ARE-SFAILFQ.? (Abiraterone/Enzalutamide/Radium-223 AR A TA))
12} X|E2 abiraterone T= enzalutamide AR & 2X} kA2 docetaxel FLAAES
Hh2 ¥ w A 77338 CRPC EAol|lA] 32} AR cabazitaxel AHESHAILER?
AXAGE Aol APAUolA A& ol5o] dFH AR A= 57} gl
A%, EA7E F7HE Q0 FAA R 7 HAE 2 mitoxantroneS AH8-6F

Yes Majority ~ Minority No
36% 15% 27% 22%
11% 11% 42% 36%
25% 31% 22% 22%
15% 15% 42% 28%
53% 43% 4% 0%
49% 40% 9% 2%
34% 28% 30% 8%
25% 25% 25% 25%
75% 25% 0% 0%
25% 50% 25% 0%
0% 0% 71% 29%
14% 29% 57% 0%
23% 9% 54% 14%

Au8?

CRPC: castration resistance prostate cancer.

= ARESHA] =t} 5191, 4%7} abirateroneS A5 3HCH
il -3HolATE AR pathway inhibitor®] AR o] T3]
= 90%2] AE7HF A A 3ol Athal SH3AL, enzaluta-
mide = abiraterone®]] tgt AT} H2sto] o]z} A7
of thet AE7IS] oJAL Table 20] AAIE o] Uth
Abiraterone©| 4} enzalutamide 12} X]=29] ts] AL0]= &t
S Ho|tprt tA] AYdl= A4 22} A RE enzalu-
tamidel} abirateroneE AMESH=X]0f thh AFol| A AESH
ol @3t SHEHAE 25%, HF-E9] FERpo|A ARE(31%),
20] A SApo A ARE(22%), AME-SHA] U=TH22%)
B ¥ 453 £25 Bk T3 Table 204 EQ1g]
+ docetaxel FAA| 20 thgt AEI] AL B34 E=
ZAu|g 342 CRPC A} A] docetaxel 9 X =2E 12
A72 Aty g9t SEARE 15%A T, tHEe] 3t
oA AL TRt SHEHANE 15%, &40 AdddE &4
oAl A%, AlYstA] gr=thal @ SEARE 47 42%,

28% ATt

CRPC Aol A L X & FE= AR pathway inhibitor A}
§ A ADTE {45t Ao Qe A 49%e] AR} A
gttt SIS, 2397} SRR BAoIA] A%, 9%7h A
AN A%, 19%7F 245344 etk gekgich ADT
2 AL A9, SUAY 4%t YRR BAeA
medical castrationg ST}l 511, 32%0OfA] tEE9] &
Aol A surgical castrationg S}l 5} 0.1, 13%0]A4
4} medical castration, 8%°|A] A} surgical castrations St
ohal shgint. ¥k ADTE A9 s4ksto] AlshA] eorth
W 7 olfEl 100%e] A/ ADTE FHekE o]
So] Qo] H7] ¥ Q7] ol gt

Ra-2239] tisiA= 90%2] 77t AME- o] itk
=5} 3L, cabazitaxel¥} mitoxantrone®] AL 22 16%
o} 45%°] FHAE AR B0l glohal @5kl A=
gt AE7FO] 9] Table 20 AAEO] it
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2t op|e] A2 W2 PSA FAF F71E Table 33} o]
LFE}SE AL AR pathway inhibitorE ARE-5l= 3¢ 3-45-0lth
Algstehal @3t SHARE 57%, 2-47HLutch A|g3tchal

7. W7l Ad 9 X2 P2 DL|EZ(staging and
monitoring of treatment)

B7]1 A7 4 A& ¥-g ZYE P #Ac A2t 9 G2t SEAE 43%E FRIF QI ESF Taxened 0|83t
AL Table 37 Zo] YePL Hold AMAITAE AHA FAAR T A F7]= 34500 AP gt &
FEAoA A2 AT OHA SORA GAAA A olFel WAL 65%, 2471 ekt AlWRTE Ge SHA 35%
tiste] SEAF £ 76%= A3t FEolRal, A|YSHA] Atk CT F99] AL, enzalutamide = abiraterone .2
STk GE SRAL Qlch AR oS gl Asste BRelH SHAIel sk 94 S4l ekl

Mol AW BAANRE SUA) 04%0lA] abdo- L ZAPolL} EZet BAge] £/ o2 CT BYL wirt
men-pelvic computed tomography (CT), 92%0°l4] whole 1 G5}, docetaxel T cabazitaxel 2 X & ol= SER}o]
q

body bone scan (WBBS), 53%°]|A4] chest CT, 10%°]A] AE S9A19] 86%7F AT 24+9] Wiste} TA|glo] F714
spine magnetic resonance image (MRI), 8%9]|A positron o= CT &9ttty 5} th Ra-2239] 4L EHE AdYsH
emission tomography (PET)-CTE A|@3tttal Holitt. & 4789 AE7t B A4 5439 HskeF WA Qle] 7140
o A} % alkaline phosphatase ZAAS] 742 80%9] A&7} 2 CT E9L At skt CT F931 WBBSY &
=0] F7130 2 HARE dttal 5193, lactate dehydro- 7]+= Table 30]] H 115t A3} Zo] CT YF7]+= K& =
genase (LDH)9] 7% 51%2] AL7F=0] F714 02 HA of TAglol 2471 7|2 APl Gt SHAE o
£ AL 53ty WBBS AAF 24 ol A5 o] 5 AAYI WBBS 9 F71= Am T =9 F
o] Ql= @A A whole spine MRI 2] Aol o sf ol w2t &9 37171 AE7HE AtelollA Zel7 Uit
A= SEA] 63%0A A 5749 HIlE 7IeoE HA BE ol50] UFH FAE AEste B T A= T
£ ARk sholam, 25wl Asl AstAl AL 9o, 1zl deld SR 41%7h A4 AA 4 Welele A
o, %014 PSA WS VEoE Hejelo] RUHT, 6% & Bt 1297} PSA 4SOl A B, 447 U B4

o 4= whole spine MRIE F7]4 0.2 ZIIthal sh3itt. o] a7} Qe A% AL sHH. 39%9] A==

Table 3. Questionnaire about prostate cancer from specialists

7. %71 A4 9 A7RRS ZYET

Yes Majority ~ Minority No

Zo]/d CRPC TAoA AELZ A&7 dAE Foolr] Ao FF HALE Al H_?  76% 22% 2% 0%

WBBSo|L CTo|A 9] 2% o] o] w2} whole spine®]] Tt baseline MRT &%  18% 10% 47% 25%
2 AL

AA AT A APALS 7] A% A] CTH WBBS 2]9] whole-body MRIY 0% 8% 59% 33%
PET/CT &2 NE& F4 HARE AIFSHAIHR?

M1 CRPC 29| 54 bz A] 4 FAdolut FH/AHAHAL 9o A =of thgt  49% 31% 20% 0%
27149 BUHPE SALR?

PSA A 7] 3-4zuity 2470 vt 67 Eufch
Enzalutamide = abiraterone Q.2 2| E3}= $419] HUEHH 57% 43% 0%
Docetaxel = cabazitaxel2 2| ®dl= A9 RUE Y 65% 35% 0%
Ra-223% X|ZHol= 319 RYE 25% 75% 0%

CT &9 7] 2-47}Gntch 67 &ntrt PgHo=

g gsiriar wekE of
Enzalutamide T+= abirateroneC.2 X FE5l= 3X}9] HUEF 63% 14% 23%
Docetaxel = cabazitaxel2 2| ®dl= A9 RUE Y 70% 12% 18%
Ra-2232 X &35M= 3xte] Ry EHF 100% 0% 0%

WBBS &9 F7]

Enzalutamide = abirateroneC. 2 X F5t= 3X}19] HUEHHY 37% 18% 45%
Docetaxel = cabazitaxel2 X #Z5l= A}9] HUEH 43% 16% 41%
Ra-2238 X @8l 3219 mUHE 100% 0% 0%

CRPC: castration resistance prostate cancer; WBBS: whole body bone scan, CT: computed tomography, MRI: magnetic resonance
imaging, PET: positron emission tomography.
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= @& AAL PSA A5, A 5439 WEE 5 27HA] o4 124 7k 34 = 7FH 0= sitlr} o|TEE 42 Z7)slo]
5 Al ARS FEATAL 331L, 12%7} 37HA] ol = FolRtthal shlal, 43%0] 4= zolendronic acidE AHE-S
Al AmE ST oH3lt 2] ok=tty stk

Osteoclast-targeted therapy?] ARE 7]3H2 AEHE &
4397t AH§3H) ST 9L, 3197 A0 84
& " g7} Qloka Azl on, 26%0 A 1-21W 2|7}
% Qalchi 4719tk Hol4 CRPC BAollA] w] o] 3
A7t A=l ¥k Ho|= 7%, osteoclast-targeted ther-
apy9] 7HE2 HE7FEY 51%7F APAL] dist FA5

CRPC XA mZA|EZ HZA X EA(osteoclast-tar- A} F2 AAER A& Fo7h a5ty 34,
geted therapy)?} ¥R Hw712] O]ALZ Table 49F o] 16%7F A At et FAE A ET= 142 Fil &
e B oS5 SRRt AMARYY AP Aol A ofsfjof ST}l 5190, 33%0A TS HFsAY ¢
skeletal related events (SREs) O} 20 & uh-ZA|E HZ < dfjof sttt sttt W Zo]7} Yl CRPC ZHAJo)| A w
ARA| A oj2o] et BRolH SUAS] 10%E AH8E  0lS AAXI717] 9130 osteoclast-targeted agentS: A8
o}, 10%% Giae] Shola] AT 45 el & & o] TRIAE SRR 2047k AT ST, 10%
o) BAolA ASVTHT BILT, 35%0) SHAE A4S 7h ARoIA A8, s8%rt A8 etk wsterh
o}A| =rtal Eoltt. Zolendronic acid®] £of 7+H4 3}

AN RG] 457t Fol A2 AHEE ] 34
% 702 Rofaithy ST, 4%7h o] AKA AR
4% 2384 RolRitt Sjoith. AEAES] suclHE A

8. AMESY MUY SXI0IM B 2H HSZY ¢
gde RF7| At LENE BH A=Y AE
(use of osteoclast-targeted agents for reducing risk
of skeletal related events [SREs] and symptomatic
SREs [SSEs] in men with CRPC)

Table 4. questionnaire about prostate cancer from specialists

8 AMESH APAY BRI W A U ABAS 23] AT TR AR EAH A=A A48
Yes Majority ~ Minority No
SHISE CRPC &AoJA SREs Al9f EZHOF osteoclast-targeted  10% 10% 45% 35%

W Zo]& FHISE CRPC AL A osteoclast-targeted agentE o}7] Zof x|} 14% 14% 19% 53%
o

CRPC &k2}9] X7 A] ZA A], AR pathway inhibitor®th FAAZE SAZ 0 41% 59%
2 AYsl=d| 9lo] "Gleason score of >8"7} A& ZA QAR Z-235112°7

GA} HAAML extensive diseaseE 7FA CRPC EHA}9] 72, AR pathway inhibitor 45% 55%
Bt A RE AAF 02 AEsl=d| 21o] "Gleason score of >8"7} A&
27 848 Agshte?

CRPC ZFA}of| 4] AR pathway inhibitor2t} JAR 55 SAZ 0 Z AEs=] 75% 25%
9lo] AR-V7 Splice variant®] Wdo] X2 A% A4 A8 % Ark 47t
SpAILR?

CRPC $4}of| 4] AR pathway inhibitor 2t} AR 25 SHH 0= Hesl=t] 3] 84% 16%
o] visceral metastasis 57} X & A4 Q42 2R3 4 Qlthal AZSIAILR?

CRPC Aol A AR pathway inhibitorl o} FA2| 55 FAHX 0= Helsh=r| 80% 20%
Qlo] ADTO] thst 127H¥ ©]5} short response’} X|& A Q47 283 4+
QUTka ALY

CRPC HA}oflA] AR pathway inhibitor 20} A2 25 4202 Adsh=d| 67% 33%
Q1o A] high tumor volume©|HA] PSA7} W& ZH (<20 ng/dL)7} A& ZAH
Q42 BET S YT BZFALR?

CRPC: castration resistance prostate cancer; SREs: skeletal related events, AR: androgen receptor, ADT: androgen deprivation
therapy, PSA: prostate-specific antigen.
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9. O EX|X YY¥Hoz FRF AF AKX
(predictive markers and clinically important factors

for decision making in daily clinical practice)

71%9] AE7F= CRPC 349 A= WS 24T o,
AR AgelA dlE QIR ARSI HEH 783 EA
A7} Qleki SESHALL, 29%¢] A9 obd o 97t ¢l
o SESklth g AA QAR 1PE= Gleason
score, metastasis volume, visceral metastasis -5, AR-V7
Splice variant®] ¥+dl @ ADT response 7|7+ 22 UAf
Ao WE g 20 g d27ee A 2=
Table 42} ZHo] LYEFLTE AR pathway inhibitor 2T} 3%F
ARE QAFoE Must= 44 Q4= AR-V7 Splice

A Al 75%9] SEANA FAAEE 4F
O F APty ©ol9lal, visceral metastasis] A A
84%, ADT AJ3) & 127§€ ©]5} short responses HOJ=
23 80%2] SHATT FUXFEE AR pathway inhibitorE
o fAHo 7 vt "okt

ARA S AFAS A4 71421 tumor biopsy =
D= A daiAE DEME T 51%C14 CRPC &
Aol Al F7HAQ 24 A A5 aEsHA] b=t Sk
11, 43%0]|A] high tumor volume©|HA] PSA7} e 7L
(<20 ng/dL) 7441 24 HHZ 118, 27%0A4 A=
tish o] fx]o wet Aoldt FF W= Hole B,
12%07 4] W7 Ao] WHo] A= 71 3%, 10%4 ADT
Al & 5-6 7i D Woll 235tz B, 6%0lA &5 #

Ao WHlo] F ok B9t T stk

variant %A

i &

o] A+ A} Y9 FEoA = LR ol AE7
dickol A 99 LA7F o] Foj R = FiEo] A §HA
AA A4 Ado] AT FolAY 7|E9] HolE 9 FE3t
3% st 9ol AAEHE FAE IRAT = AU FH
919] IA7} HA] AUE FEEC| o] ]9 ot
I A AY A3ts gdolEstH 2|49l ago] Ugd
Aoz woiEch

e

1. SEE & U2 70| gi= FolY MY
9| ZtZ|(management of men with castration naive

metastatic prostate cancer)
ADTE HolAd AgAete] BE M4 N5E AMSEHI
9UTEP* djcisee] BA7E ADTE £ PSA U4g 4 EsH
A"t o] SA=9] failure free survival rate= Ho+ F [HO

2 A 9oy u$ FHest BxE Btk ADTE
A&H 02 Algst= Wat A& oA ARl FA
715 2ok o g £7T 4 loh APCCC 2015 2
oA Hold AHAY EAoA ADT F 43t PSA
a7 glE A9 Aol oigh Wide] 54%= ditkr9
SRt A, 40%= 4529] BROIA 2HE A @S ARESHE
Ao & SRIEQItE 1=y o] AEoA= 76%2] SEAL
T2 A7 olgo] gl Mol MPAY AoA X454
Q1 TEE QWS ARERITH Y Fooith ADTE 7HE 4 Al
< AAARY] Ug A HEo] 54L& 9 49 &
M= F& 7|13 52t o7 H-&o] A Hebes G
o] Itk BhA|gt 2|44 ADTS}F 7+ 3 ADTE H|i
T 719 AtollA Bt HA BEES AEH ADTEO|
td2] ADT0] v]3] o ZA A=Y o] AL 7+
4 ADT7} ANAR S A AAXItH= o] 20 HIEo =
&ol71 & shich. 2HE A ADTY AF g RAEIH 7
kg WA 9] A5t 271 37| 7R NE Aol 7F WAYSHR A 11
o|ol= F AEHoA G LAY Aol mlm|se]
o}’ 22k2.0] Aol nu|slil 7+ ADTHTH 2|43
ADTOA A&&0] ¥ A SRI== M olfE o] A&
9] A= A&4 ADTE ¢ Aests A0z 4Z7H
c}.

ADTO| o 2= FAlo] ot Zh7 =27 AAko]
ARAAd 882 A= & 7] WZol LHRH agonist@}t
AR antagonistE® 70| ARESH= CABE A|Lsh|= St
o} A2 28 Ao CABE AM&3t o] LHRH
agonist TH5o] HIGto] F-oJ3t & o]50] Qle AR
BRI R0 CABY] ARgol| et tit i A7) FA]
E ADT A|3JofA] CABO]| thgt A2 thgstA Ul QL
th. APCCC 2015904 % CAB9| AR tisto] o] wid
o] Aute FAIA] a1, 35% = A4 ZAfoAIR, 15%
= kel SRpoA AT, o] AEoA= APCCC
20159] H|5to] 2 =2 61%2] A7 Bt A =E Al
845ttty 519t o] bicalutamideE ©]-83F CABEAE
I} LHRH agonist 572 H| W3 X ZoA CABZY At
WE0] 20% 7hgE ARt AE Hol= ZAd ofAJofglo]
A gl Bls BE ol50] =A BEE A1 59 9 A
oo YFL FUL Hoz A

gh, ol HAAtollAl ADTS} docetaxel S Bdto]
AF85H= AL GETUG-15," ECOG E3805 (CHAARTED)'
oA 552 O F progression-free survivalo] 7fAH o=
Bl 91} overall survivalo|A Aolgt 23S YERA QL
o} 2" Mol AF AL metastasis volumeo| THE Y=

717+ E4519-2 1, high volume metastasisE 54115t &

o o,

[e]

—

)

[ENT

X

51
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Aol A B =7t AL o]50] AUe ALE ERlH v,
low volume metastasisof| Al+= 5-2]3F 2po] 7} SH1=]#] ket
ok APCCC 2015 % o] o] A3 2 ALY
metastasis volume©] 8 I1¥ AX=ZE ZHEE T, low
volumeof| A= thEREol A ARESHA] b= A dASHAITH
St ZU FojAAA ADTE A|YPst= ZHolA 322
e APASE 3o A docetaxel HEFAHL Fof 1

o 7] gk gck.

2. A MO| MPMAo| B2|(oligo-metastatic castration-

naive prostate cancer)

CRPCY| A 50| tfsto] HE7HEY dirt4=2] 99 o
A5 Hel 2 &g Ho|] AYAHAE 3 7 ol5te] syn-
chronous metastasis®2 & 2]stct= o] Aof Z7FA}9] 98%7}F
ZHd st APCCC 2015904 & AR 85%7F 919 78
ojo] Bolalglont, HolRol gig B4 A7 AR F 4
5 71 Aol7h BT, o] AROINE 23%7} Fa AR
S NS FEThT G, 55%7h 450 Bl
AgHow Attt st oy, APCCC 20159A4=
62%7tF =4 ARE BT Rl 38%= 422 SRR A
9 AT APCCC 201500 A4= A5 o] A4t ¢
A}o] Aol Fof figt 4 25 thE vEr BAjoA Ho]
ol tigt =4 257t FEE 5 AATE 4719 HlolEE
o] XFAREA AZE7|ol= IA7 FEota AEAY
o} SiA|et o] F A& 07 o]FojA ]| H Aol A
o] o]l gt =4 2| &7h F2-8-9] TP 21, ADT A
2 74 717 Y 5 o] =4 Aol AHAY ek
AR F8 Ao VHT & UL AFAFALY F
T A9 HolH 9 HES &9l =4 A5 E8Ee MR
solg Zo=® AztEr

i

[¢]

3. AMAEY MMM HO|(definition of castration

resistance)

AMNAGY AGA G Adsts 7|20A HAEAE
£ A9 F4o] o5ttt 99 dFEe IAE Ho|
£ ¥, HIAEAHE $A]9] 7|2 tisiAde ool b
Hlth APCCC 2015904 HAEAHZ 7]% US.
Food and Drug Administration (FDA) ZJ<]of 93 50
ng/dL (1.7 nmol/L) o]3}5 7]& 202 AREsl= Zlo] disto]
82%7} B2l 5tlrt. APCCC 20158} H]slo] o] AoflA]
HAEAHE 7]& ]9 ojdo] A7l olf+= 13 =9Y H
AFE &8 HAEAHESY 54 AEE7F S71=°] FDA
715t ¢ @2 20 ng/dL (0.7 nmol/L) ©]5}& CRPC &
A9l Ak 93t HIAEAHE 7|02 A4sk= Ao| A

AR ez ZPste Ao miAlgt HskE 2719 A

=
St A= A" g ARe] AL 3HH I¥E &

rs= .

U B3 8 AT ALY A 7E2 €
% H2EAHE %7} 50 ng/dL (1.7 nmol/L) m|gto] 1,
15+ old9] 2+A 0 & 33] ZA3F PSA $=A]7} 2|4 PSA W
H] 50% ol A% A€ Holt Bty 11 HolA
W bone scanO 2 Aj2o] WASH F= 7 ojAako] w ¥
(RECIST) response evaluation criteria in solid tumors 7|
o olg AxH Wl 712e FETE 44 Aol Y

352 Algts ol A

4. HO|7} 9l= CRPC XM T H X|=

(management of men with nonmetastatic CRPC)

o

APALe] AP} HolF A AAZ]7] fsf Aol7t =
AXAZG Y ALY A A me 2T 11 F840] &
OFA|AL Ut} AMAR S Hol= A T o7t gl A
gloflA A3 dS Hol= SAte] Hl&2 B & & gl
U Kirby 549] A7ollA] ADTE A9 591 24He] 10%-
20%00141 5 ofujol] A ZHA =i, Hol7t gl AAl
A AP & TR 33%E 21 Yol Zol7t dAYst
= A0E AFEU ADT F A AAMS A= Ao+
7} JEE = B AXATECR AdE 4= UAT Ho]
T Z40] 9= ALo= PSAS F9 7|E0 7 AUsH
L, AA Y BAEAHE FA7F FAEL 15 o]
o] 7+A0 = 33] 43t PSA X7} A PSA tH| 50%
ol A4 27 ol Askehd o] FlE A9 A
o gl ANAYY AYAGoR Ak stk o UE
oA AE7}9] 47%+= A& A] nonsteroidal AR antagonist,
steroidal AR antagonist, estrogens, = corticosteroids@} Z+
< WwH 2232 A=sthal 3ESIIAL, 43%= A4
ATE AQstar Hol7t gl AMARE AEA ARt
A F7F A5E AFYoHA F=thal "otk A7t Aol
oNME F7F WiH] 229 ARGl tisto] oAo] W=
olf= B AdolA PSA i SRIEIAIT He&3t A
< o]50] ElEA] gkol WiH] £2+9] o]F o] ©g&stA]
2 Zlo] 1 o]z "t

T

5. 710|d CRPC EX0IM HE 0|52 ZAH7} Q= W
2H| ZZo| 9]|9|(value of endocrine manipulations
without proven survival benefit in men with
metastatic CRPC)

o] ARoJA Y&EH] &S A5l AH$ nonsteroidal

AR antagonist & steroidal AR antagonistE A3 S
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et AE7F 47 33%= thrE ©o] 1AL, 24%7 estra-
mustine, 10%7} prednisone© 2 H3}lTth. APCCC 20159]
AE SZAL9] 63%7} nonsteroidal AR antagonistQ] bicalu-
tamideS AT}, Estramustine> &5 X2 B TH= do-
cetaxel, mitozantrone 51} B-85}0] AMEE 11, B8 Fofo
A B3} FALAOT B B8] Kk 19
1 t}E estrogen compoundS ©|-8%F Ao A thokst &
7} IET Yk YE o]0 UFH X3y ARS
o] E7IRt A% Aoz A=t vl AN A
2= U8 2&o] fastA AME 4 St i&Ee =&
o] Ae9] ¥ 7+ (=59 Aol tigt tht2e ¢
F ARES FAVE AE7HE9] o] tstA U ¥
Qlo] H ZAo®x wWoEw, 33 ofg] e o|-&3t TSt
il

=

—

T=0| #o] oAt A9 Aol &L F Ue A2
T

o

6. TO|Md CRPC #Xt9 X|& MEHI} Z=A{(treatment
choice and sequencing for men with metastatic
CRPC)

Predocetaxel W postdocetaxel 2 abiraterone = enzalu-
tamide AFESH= AL B X overall survivalS AAA 7=
Ao FQIEQLE M oA 7S W o]o] Q=
YX Hol]4 CRPC EA}oj|A] PREVAIL, COU-AA-302°9]
A A3 Fsio] 483 Aol dsio] ol W)
93%7} ZHgo|gtal Eoltt. | FWoll A predocetaxel =
abiraterone = enzalutamideS AFE-5H= Aof ot o
7} Q1A= o] P& X7 A 12} FA|Z AR pathway inhibitor
9] AHE-2 T 37FE Ao A S B FoiAA
o]|A] enzalutamide 2 abiraterone acetate> CRPCO]A]
ECOG 4953 7}H(performance status, PS)7} 0 = 19]
A9 9 B30l QAL AulsH, vletd AEAE AH8s
A = Aol gt 12 == 30/100 AE Foi7t QI
=L, o] -] decetaxels ETH SFotQ ol HufstlS
3% 22t FEE Foi7t AFEH & 5 AT Alofl=
F997F G HA k=t Hol4d CRPC ZT o|F estra-
mustines Z35H OHE AGAY 1 FAAE AHEotaL
abiraterone = enzalutamideE A®ol= AL 11} FER
A=A ot A8} Foofl A A LjEtt. APCCC 2015974
abiraterone = enzalutamide & 13X} QFE A Ejof tfjs}o]
A9 #55HA AT =7 I, o] HiofA+= enzalu-
tamide”} 71%%] ASEE Ho|il abirateroned] AT T =
4% °FE A9o] A3k 2jo|7h TRyt o]9F 2 Zjo]
+ enzalutamide®] AR20] abiraterone©] H|3] prednisolone

F7b BaAol A, HHoR HEHo] He HEt o

29 ©A% ALBOIA 13 Ad) kB o] ATjo|HE 2jol}
g9l o} 22} A&l A]9f enzalutamide®] AFg-o] PSA T4
B =30 AN AvEZ WPt AR Ag7H
]:]_.51,52

CRPC 3ROl A &t X &L AR pathway inhibitor A&
Al ADT Z|& ofFof tfgt AZofA] ADTE A|&5HA] Y=
3% 1 o]l digt Aol ozt MR7} 5ol 217go]
A %= e L olF=E A o= T A9 A%
= HFget Ao =® A= Hof 7|eo] WA= o] CRPC &4t
oA FUA A& A] goserelin, leuprolide, triptorelin 3 7}
oFAof gtsto] M-8 174Gt U oA &AL 71
Aol whet oFEe] AE o] gebd 4= 9lou, o HA
of W& oF= A"9] Agt AA] #Ho]4d CRPC 24} A&
230 9o 9%e F= AL ¢ 4 U

Y2}t A &= docetaxel FAARE W2 Wl A A4S
%ol CRPC Ao A 22} OFA| & cabazitaxel 2 ARE-Sh=
Aol isto] o] &I} APCCCOlA 22t o =te] 71%2}k
59%7F &4=9] FApoA AeH o= AEgithal ot
Abiraterone = enzalutamide A& 5 3z} QFA|Z cab-
azitaxel& ©]-&ot= A o] tjsto] o] HFoA= Fofzt9]
ST 250] @k, 29%7 ekl SR, 14%7F AMg T
o g9k §FH APCCC 201590|41= SEAH] 73%+= it
o] B, 4% 2%0] BR)H EAHe] o2 et
Wt CRPC &A1) 12} docetaxel FUR 7 F 22} 22
AR pathway inhibitorS ARE-5}1l, 3X}2 cabazitaxelS AR
3t AYo)|A] 222 cabazitaxele AFHERE AT FARE & F
F TS 7F= Ao] Qx| T, " AR pathway inhibitor
7} docetaxel FURE F 22} FARE Y& o]50] = A
o2 gholg|o]* docetaxel 0]F-9] 27} oFA| Q] A& A] cab-
azitaxel®] o]-&o] AH oz AA Hee 7oz vzH
t}. Cabazitaxel2 o]& o] docetaxelS TSt 5}5FQ Hoj| A
3|3k CRPC Lol 4] 27} o]4}e] oFE= A€ Al g7}t
A=t

Ra-2339] AR Ui o7t Ql= ¥ Hol7} gheld A
°o]4 CRPC ZAOA A& o]5 & 3 F49] A o]
S}RIEI oIk SPAIRF Ra-2339] FEol B Holo] BHH O
2 SRIEIRL, CRPC BAe] A W8S W Holg 5
ukslal Qlek” I8 E2 CRPC @2 13} OFA| 2 Ra-233
o] g2 AdH L 4= et CRPC EAof| 4] mitoxantrone
o BE ol5L QI Aoz FaHHoL B4 AM U
4Fo] Ao| 7o) SIE k™ matA P& o] 5] el
H docetacel & cabazitaxel& AHEE = gE H 349

7HAE 98 mitoxantroneS I TE 5 UL Zlolh.
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7. W7l Ad 9 X2 P2 DL|EZ(staging and
monitoring of treatment)

Zol/d CRPC A A2 A7 A&t A 4 AANE
&3t W72 APCCC 20159014 100%2] Fol= A%
313, o] AEolA e SHAY] 76%7F 4 AlF, 22%+=
toh2] Shrbol A Al 2%+ A0 A=E ERjo A A
FPetrhar goto] Hol4d CRPC A4 A2 A =9 A
2 A QAT Ba%E ERIskH. 94 AA] SR
2 giRE9 SHRA7} abdomen CTQF WBBSE A€Hs1%
O}, CT2} WBBSE= MRI Y PET-CT GAF} H| w5l &
o] ¥ £& A HIITE 4= o] Hol4d CRPC T4}
732 HTL ojFgA wE 5 Yok T8y, MRI €
PET-CT= 1H]-§9] HALRE HE Fo|4 CRPC At A
ATA o2 A8 = gloh wehA] R 44 2 AH,
A zof gt ¥hg-o] A=l weh a0 HAF e A
glo] @tk A=l tigt W32 A CRPCE 4
olgto 2 SRlx= yHo] glo] PSARt 455t 5, H
Aolgt EAst= -5, WA Holvt EAjsk= 3% 5 &
o] o8 FFo=E UEd & Qlo] AT H o rT A&
W= B7boke A2 A 4 QAL S 7= =
2 37t QAL € £ ok Eg a3t 9 A eoe
AZ 27] PSAQ] YA A5 T asks 497t wop
upehA] ol CRPC &AF9] X gzof thgt w32 H7h=
PSA 7|, @It AAr A, 49| #skE X4

2 1este] o]FojHof Fhh”

8. AMIE23d MBS SXI0M B THH HHF &
gdds RF7| AY MEME BY = A
(use of osteoclast-targeted agents for reducing risk
of SREs and SSEs in men with CRPC)

W Ho]& FHISE CRPC ZA}OJA] osteoclast-targeted
therapy®] AR&ol tdto] APCCC 2015 AEAF Zojx}o]
62%7} | Ho]7} EolE CRPC Aol Al SREs %S 9
S AMg-Z darskloy o] AiollMe SEAY] 10%7F A
SJAL GoFAL, 45%7F Aae0] AOA ez oz A
|3ty 9519it}. Zolendronic acidS ©]-85t 34 JAF Al
Fof|A zolendronic acid AF&-Lol|A] o Zof H]3] SREsS]
ZH27h ERQIEJTE ™ o] HEo|A APCCC 20159} H] W
sto] A0 AL AS W Aol Fual Aol
AGALoA APAGo] gt ARE FASA SRl o
Al AF8-7155)a1, zolendronic acid®] ARE & WA ZAE,
g, AL A|ESh 2 GHE WA A Folrt B4 o
=Y Fo 7|59 FdFo g 1HHL}. Zolendronic acid9]

ARE 71%tof| TSkl APCCC 2015904 = A|&4 ARG} 2
 olate] AHg-g Asiet wdo] A9 FEA Lo
o] AZollA= SEAY 31%7F A &Aoo x FAT Tart
UTHL AFZEsel o, 26%0lA= 12 {27 B_strhar
A Z}5) AT, Osteoclast-targeted therapy©l] W Hol+ 3
Aol A58 A% o] tstol o] I} APCCC 2015
A9 A= A &dfoRRtthzt 22t 51%2F 58%= HISSH]|
e, A8 S92 A9ttt SEA= 249 A EolA
16%%} 33%= =2 AE719}F APCCC2015 ZoJx}F7te] =}
o|F HAth oA A w9 H-EA ¥ 4 A &el B
of W & o BIAL ALEUE, ALIEET 2L
Ba.gof g AR o7 Fo] R HAe] A 7|7
of gt Holg FZFo] YIo=E IHEH

9. O EXX YdHoz FQs AP AN
(predictive markers and clinically important factors

for decision making in daily clinical practice)

APA &A= = & sieolA wEA F7F FAE
Kol Qlt}. o]of we} thefRt A& oFEo] /EEI MY
A A A& 9 A 7o et o &ARE EFF S5
AL Ak A =of gk =8 9IS QIALE PSA, PS, hemo-
globin, albumin, LDH, alkaline phosphatase, Gleason score,
ADT & 7|7t 59 TRt A&7} o] 7E AREE
t}.°%% PREVAIL studyolA] £ PS, W Gleason score,
22 LDH, &2 hemoglobing Ho]i 11¥A7|Z9] Ao
7F 9l AYA d2Aol A enzalutamideE 0] w pro-
gression-free survivalo] Z7}st= Ao =2 Skl 9t} A A|
AR AP AN AMAREE Hole 71HES
AR overexpression, AR mutation, non-AR pathways©] 2]t
AR activation 52 Zgolo] thFstA ERI=T 91, o]H
ol e AR ool AHe AR £owo] 4
% 4 QY npeAE 0] 83+ AR overexpression Aol A]
enzalutamide A% A] %] 4ol eAsh AS szt
2= 911, AR mutationA] FRI=2A XA 0] WA &
A7 PAAEY AR-V7E Z3}sH= AR splice variantso] A]
abiraterone¥} enzalutamide Z-2 AR pathway inhibitoro]] Tf
sto] A/ Hol AR-VT G4 Ao A= Taxene= ©]
88 FAANEI o AL § Ak AR-v79] T
= TIARANA S8 24 A= 2T o AL dl
A Zofgt A&7 75%0A A7 AH 9T
O 5 gkl ol=e A =2 2 A=

FE EsHA RtFE = oY A= o=
Ado] 7|&de g 58% dT2 okl U 11 7HA= A
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CRPC |20] that o122 Sdste] A4 AAolAle] A=
240 ojelee WEIA sheich. AT W ojste] @
Moz vjEul, A8, 27 A% 5 X
BAZ 2] A8 9 shte] ARsberozt A
oleh. AxH o W] o] ek et 2l
sha, Ago] fote] FHHOE AET & Uk £4L X
e N2 U ok Mgo] RE A AR
g AwE Faelsht, WA FFsh, 2o Sy
3} 5 7t Fopo] AEAR TAHH THHA %
W X2 o) Aeo] FAskew gtk
7} wlizojalat AEolze AgHE AL A
2 Tesc $F AgA%e Aud] Beiw
o AEAEY) AL T T CRPC B9 X zo]
9 A4 deolEst Wastel.

UAo| o)z BHL w2A Wssk Qu A&HoR B

2
X

N

X

[0

o g B Holgrt AFE A A2g 95 AA
w3 glek. ol 8]0 B =0lo] W gL oYl Aroz
oFRels Aol ol FF ANEE A2 HolES 7]
BRoE U o] 4% N2E AgeY 9 Foz
E A4#Hoz 1o ik

E g

= Bl oJety}t HMEOJE FAJEH PCAS 20165 Bl =
U CRPC &AH9] A zo] U3t =9E At 71&9
U9l ottt A4 AdS B9 dol7l TlojEE EdHE
CRPC &) FEE3} 419 A2 #o017] 93t A= 2ol
gt =27} o]FoiF

CRPCO] ATHS 93t HAEAHEO] AL, AR pathway
inhibitor®] AFE, MZL X8 AZ A JAAAR] A&}
22 PCAS 2016004 o]7o] AX|H FH o] AA
Aol BFEE A8 AFoE TS T 5 Y& Ao
CF TS o =0]of|Af o] A F-ET HolE 9 FA)
2 oFet 9ol yHE d9E gA AEvHEY AdE
AR &E3to] CRPC A=) A& 7Fed Aoz HZE
o}, o]} 22 AA| HlolEE @A X3 S A HolH
o] A&4 Yyo|EE Folo] CRPC &4H9] Ame= [t
Mg Aolct.
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