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HIH B 2 —Fh B e B s AL PR e, A1
29 40% ~ 50% HIRTYIIRE s E R R A", AT
2R RS UE SRS B A PR i A SR SR ARk, 7
X BEGE AR FT A Wi vh, 35t R 1 0 Y
A, HATE R £ 1 DNA #4165 5 H i ik
F AR 515 Bt A% 5y AR K, DL BRCAT
BRCA2 JfR 31 DNA #5185 I s 4R 1A
PUR R4 RIS i 2 IR SE 1A, LA DNA #1185
LA, 40 ATM ., PALB2., CHEK2 V) R Fit 46 52 3t A
(MLHI . MSH2. MSH6 1 PMS2) 8%\ K 5 §i 51 i
TS R AHDC . HA S8t M R 91 i T REAH G
HHNBUFE HOXBI3 A, Bk Gy BRIk R 5
AR AT T B2 i ARG T 5, I8 i 91 e EL A il
FERIG AR AL, IR AR R . R (798
PR TG 2255 TRl Rk B L IR R 5 A th S 2h
Py, DR SO 5 A 1 81 R () I DR B SR s 5
BRI BB R ZE R
1 DNA #fpfE E EF L ARTHITIARE

JUETE R BRI 7 B v, DNA $ii 1852 5L 1
JR ZR G AR AT R AAK (4.6% ), (ATFEFE R ME R 91 ijdes b
ik 11.8%(82/692) i E#EH7 DNA i fiife 5 2L A
W R AR, 4G BRCA2(5E7E 53%) . ATM( 7L
1.6% ). CHEK2(57%38 1.9% ). BRCAI (98753 0.9% ) .
RADSID( 578 % 0.4% ) Ml PALB2( 753 0.4%) ",
IR BE PR Y B MR 2R 575 5 5 1 A s RUSS: F-=
T, —IGA 1 864 FiIRiTH I B E HIBFSE &
I, #EH7 BRCA2 AR AR 65 % i AR HT51
JU A ) RS, AR AR 445 2 TR 8.6 4%, 4 XU 2
15%", Fi—TfFssmid iR R BRCAI 5 BRCA2
G AR (1) 53 M 2 A TE AT 1 B B RE S B R (prostate-
specific antigen, PSA) i #x, J:X] PSA 54 & 17254
TEK S K I, BRCAI B, BRCA2 98754867 76 W = )
RIS AR &R, IF LR A e . e rr g iR i Lt
)2 TR 21, & BRCAL/2 K:H 4, Hifth DNA
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DNA $5i 416 52 BE PRI 28 SABAL S i 51 e i)
JEIR USROG, 1465 Iiivied i PR R AN B 105 A DG
PR —T5 BN 58 3 %k 319 11155 R 2 3441k
PUYERT IR 1T DNA S5 2 JE IR R 220K
)5 % PR, 4 05 BRCA2. ATM, CDK12., PALB2
Hl FANCA S5 5L R R 98728 1) i E B2 K IRIT e
(androgen-deprivation therapy, ADT ) i i & L #4LHT
4 715 51 iR 9 ( castration-resistant prostate cancer, CR-
PC) A T AE R AL B F 4R (11.8 D H vs. 19.0 4
), [R5 BE AR XU RTS s (met-
astatic castration-resistant prostate cancer, mCRPC) —
LHZ RN INRYT G PSA dERIIEZ AR B
FEIRG3AH vs. 6.2 1H, P=0.01)", [ Ttk
FERAEFR I, HEAT IR R DNA #0516 52 FE K 2878 18T
R R MR SR i 51 i FE X R AR S
W P i 2 L FARBT I BE (8.3 M vs. 132 1M,
HR=2.37, P<0.001)". Z .0 BEPEBL S PRORE-
PAIRB 57 %P1, #417 DNA 45516 & 3L H IR R %78
i) mCRPC B4 B & AT i e e e T AU,
JEH AL BRCA2 RSB, IR R St
PRI IO I A A A —2F, SBT3 1
TH(17.4 1A vs. 3321 A, HR=2.10, P=0.026 6)"",
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X671 5 vp [ R AT RIS B, AR 3 HE A
HOXBI13 587%, HEAS 0 G135E, 5 Eng ARt
A", HE M JCHE R HOXB13 2878 /Y 25y ml {3t
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e
3 XU TS R B E
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SR A AT 35 A 1 B MR A IR DA T
SEATHIH R R ISR | I IR SO B RRAE .
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S JRIRE . RUS A . DRELE . A5 . TR
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AUF AR FR 2, LR o A A B A A A i
BT X HLAA B A C O S . BRI
BT I R BOR L 2878 1) iR RS SO R, HERE
54T DNA i 7318 52 JE K (Fe il J& BRCA2, BRCAI,
ATM . PALB2, CHEK2 , MLHI . MSH2 , MSH6 . PMS2)
PR 2R A8 Sl 5 XoF G 1 R AN TR _E 34 IXURS: 4 1) A
B, i B A IR E A T S S 2R B HI R &
A AEEPEATAR G o X JRURG: | A e XU . JRis
R KRR S s JB A, HEA# 4T DNA 242 5
K (F5 9 J& BRCA2, BRCAI, ATM, PALB2, CHEK2,
MLHI ., MSH2 . MSHG6. PMS2) (¥ 1R 275 460 . 55
A1, BFIRE T PR (intraductal carcinoma of the prostate,
IDC-P) A1 51 I 548 IR 8 (ductal adenocarcinoma of
the prostate, DAP ) &R 51 ifda - H A SRR BR2A R
MR, DAP & A FIAR, AN 7 4 BT 51 B i A8
) 1%; 1 IDC-P FE R REAR ST | RUBS: K IIfi PR 3
WIS B T ELBIASTR]: PEARRURS: | Hp XUBS: |
e KURS: B e % 52 R4 i v, IDC-P 1 LG A5 435310 A
2.1%. 23.1%. 36.7% & 56.0%"". 5 Ji#im g A,
IDC-P Fl DAP BEAEHCE 3L & DNA #ifife 2
FEH (RS2 BRCA2 BEHD) IR R 5848 31 15, H IDC-
P Fl DAP JBH W a2, B, XA B
FHE BTG IRE ER 3, AN TS B A PE B ) Bl R e
SSHEREIEA TR R LA

BRAR . WA U N E— SR 051 e
WL B A B DNA s 2 FER IR 2R 5 A8 e,
fU4% BRCA2, BRCAI . ATM, PALB2, CHEK2 . MLHI1 ,
MSH?2 . MSH6, PMS2 “5%:4.
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G L Fho AR, BRI — AT (next generation
sequencing, NGS) (14 J5 LG TR, Aar il iof #2454
ARSI, e . SRR NGS T . 4%
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AR AT 2 BRIl R 23 LS 00 28 — A QBE RIS
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il e 5 A 27 25 (ACMG) i 3E [ 41 B
243 (AMP)TE 2015 45 & A5 15948 SRR e RIS
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BB NP S
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HIA BRI R RIS T W
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JUEHIZE ALY T 7E mCRPC 2 A BERY 11 011G PR AT
SO LM, (BAE BRCA2 578 NFER By PR AT 7E
R, —TUNEARRFFE R, 78 LA RET SRR 1L
yrrh, 8 filinly BRCA2 FEH AT B E A 6 151(75%)
TE 12 NG T PSA T I>50%, Mk B
1 17%( 23/133) 1€ 12 J& P9 1 Bl PSA T~ [% >50%
(P<0.01)™, HHTHAREYN, IFHNAT BRCA2
AR SRR, ATy i — 2 I R 8 W B S5 A 7 7
DNA P2 FER AR B T T PR & 4

BRATI.: 52253t Tt L HEnn s e 7
BT AT Y, Tt —
4.2 BRI RERRAHE R A B R AT

R ZHERAZRE R A B (poly adenosine
diphosphate-ribose polymerase inhibitor, PARP) & —
PR DNA S BRIE R AP UE 259 .
ARk, MR Z MRS UESE T PARP S ZE B 151
HUFI IR R VARI 7R )T . 2015 4F TOPARP-A BS54
R RIRGE PARP f§ilRIZEAEAE DNA #0855 S
1 e A% 1 HT 91 B R b R P R O R B S
TRITON2, GALAHAD % TOPARP-B %5215 I il
PRI FE S A0 4k &% PR HE DNA 54716 52 i IR IR 22 il
() & R 225 ) mCRPC &%+ PARP i il 57 5k,
Hodros K 2 500 R R 524 18 2 3L R o8 AR B
PROfound #F 5% J&— I AR ARG AL . XJ BE L FFAICEY
I AR . BF5T RoR, 5 BRI RE (8 1 9 4 iy a T 7
AL, BRLIAA] 5 K BRCAL/2 8% ATM 7% i
WP AR 2 T R A (T4 H vs. 3.6 1,
HR=0.34, 95%CI: 0.25 ~ 0.47, P<0.000 1); [} BLFr
A At 5 3 AE K [A] U5 41 & &2 (homologous
recombination repair, HRR ) & K 548 £ 3 (1) i s 1%
2ETCHERAEAE(5.8 N H vs. 3.5 N H, HR=0.49, 95%Cl:
0.38 ~ 0.63, P<0.000 1) . S AEAFJ7 1, W5 & n
BWHIMAFIREREFEAR BRCAI/2 8L ATM 5878 /B 31%
Y4 R B2 T XUK: (HR=0.69, 95%CI: 0.50 ~ 0.97, P=
0.0175), F#AIk HRR 2848 35 21% M4 AE T XU
(HR=0.79; 95%C1 : 0.61 ~ 1.03); 7EAZ IF 5240 2H 5 %} R
B FAS SR, T4 IR 58% F1 45% ()4
PIBET U™, PRI, FEAFTE DNA 852 B 5848 (1)
B, PARP iR BEAS A RICEA B I AEAE
HT IR, 2020 4F 36 F A 25 WA R
(FDA) IEZAIL e T WiFh PARP 011570 FH T8 7 R4
Wi BARIBAASAH ] TR T R B RS2 1B R P 43
25y e 1 Je HL A5 AT ol () U5 8 408 2 B DR R AR /Y
mCRPC 83 (RAEFEF{UFE BRCAI, BRCA2, ATM,

BARDI, BRIPI. CDKI2. CHEKI. CHEK2, FANCL,
PALB2, RAD5IB, RAD 51C, RAD51D Fll RAD54L);
PRI FRY 7 BR AL B N A I 25 A AZ
Pl AL T J5 o B H ¥ 77 BRCAI 8 BRCA2 % 7F [y
mCRPC 4.

LFHBE M #1Y mCRPC 47 [RE 20 1
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e 5 (complete responses, CR), 53% A9 & k%]
B W52 A% 2% 2% f#% ( objective radiographic response,
ORR), HZZ 2% 59 Jo ™ PRy 1 ey 2 B 47T
T 2017 4534552 [ FDA L H T AR T YIBR e % 7
PEESCAE 2 Ui e Bl fE (deficiency of mismatch repair,
dMMR) s TLE R BEAVERE (microsatellite instability-
high, MSI-H) B SAIEIAYT o TERTS S, A 5%
N 4 BIEA MMR HE R IR 28 98728 (1 R8I R 8 )R A 48
AR ER FRPTIRTT, Horh 2 6] PSA TFR#>50%, H{7 JC
HERAAFA R 9 AN H, 3 Bl 3 H AR 2= B U Al
Al AR

LRHEAEN: 41 mCRPC £ F #17 dMMR 5§
MSI-H #:0, 4n#Hi2 A MSI-H 5% dMMR %4, 7] 2% j&
WA BR A PTIAR YT, Ik — 2P AT AL 5 0 K R
MMR HEH R 2R ARG
5 REAEE

T X5 T e FR A i RGN 5o A e v
K IAFAEEORMER DNA Bi5ifs 52 5L Z 2848 (n
BRCAI/2 BURTEIR 252748 ), W 5 8 35 5 s ki
BRCA1/2 FEEAERTA B I R A B P i E L, DA S
RH RIS BRCA1/2 5875 M SAFAE I XS K AH
N2 A 77 5, dE B ML L AR A [
D, r [ G a8 A 1 R i PRA2 T & R AL (2021 4F
IO -F R A U . FG AL MR 1o [RIA
I LI T 2R S8 A TAH RN 2 A S AR A TA
HORR B 1 I SRAR, iy 58 A8 i M R e
I H A T LRI A D UG DA L 2 S AR
PR [T DL UL e G s AL M R s RI2 T B R AL
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MIHETE BRCA2 S8/ 47 A AE 40 % JE st TP U A TR
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NOZ5 JETT AR HEA TR IR 4, 045 PSA i AT
I TEAEkA, AR, 228 R(multiparameter
magnetic resonance imaging, mpMRI) X} BRCAI %,
BRCA2 Z7E #51 # Hi 9 B i H A 0= g Wl
IHAEFEAEIE>55 5 1) BRCAIL 8% BRCA2 58247 %
— H & B0 PSA F 5 1 37 B AT mpMRI #E — 25 B #
W

i SEUEE 2 PRI R A BHEH BUR 1 1) DNA
P BRI 2R 578 H G0 i o2 i 4,
AR T H G S a2 22 P R B PR A i
G ETR AT A RE R BMRE OUHRIL
FHRIILA ), ATHETE 40 % 5P IR T PSA G A AL
I TEMTERAT

A R J 3 AL 4 B s A D BE PR A7 3 SCR W
575 (variant of uncertain significance, VUS), 24 H{j
LRI U LY UR LI VUS 5 A2 Bl As i3
7 L, MHE AR A TR IIBE Y, IR 2k
i, B SR A T BEXT X 88 VUS HH 4Ol e
BINRIT T % . W TE—BNEE, 2 n VUS 1
SIWCEHT OO T T RESCR T (SR ARG ) /R
PEo 24 VUS BCEHT /-0, 35345 50 0 2 25l HIdE E
AIBEAE, BRAE RS B TR T, WHEIS T T 58

BRATN: UUEN BRCAL/2 Z78 g ER B
M 40 % TFhR PSA fiid ML) B FE KA, %) T°>55
% H. PSA JHR B #ii# 1T mpMRI WIHHZHT .
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