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[ Abstract] With more wide application of next-generation sequencing (NGS) technology in prostate cancer, increasing numbers
of patients have benefited from the precision treatment. The USA Food and Drug Administration (FDA) has approved the poly
(ADP-ribose) polymerase (PARP) inhibitor for the treatment of metastatic castration-resistant prostate cancer with homologous
recombination repair gene mutations. As for programmed death-1 (PD-1)/programmed death ligand-1 (PD-L1) inhibitors, the
outcome of unselected cases is limited whereas patients with mismatch repair defects have a positive response to pembrolizumab. In
addition, the application of NGS plays an important role in predicting the cancer risk in family members with gene mutation. And it is
important for every clinician to consider how to precisely locate the patients likely benefiting from NGS, avoiding over-detection and
provide advices based on gene mutations. In order to further guide the standardized application of NGS, optimize the individualized
diagnosis and treatment for prostate cancer patients, and establish a clinical treatment pathway guided by tumor biomarkers, China
Anti-Cancer Association Genitourinary Cancer Committee and Chinese Society of Clinical Oncology Committee on Prostate Cancer
updated this expert consensus with newly published research.
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PGB A O FE R 927 , 28748 B 3 45 7 T 4 (1)
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IHHCA6.31H

3.2.2  HAWHRRAHICHE A

FESERSE o RO AT A XURS: 1T 57) i A

HifE IR R DN AR I SE R 28248 1 L R 11.8%
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R R 2R A48 S AR A i AR 5, B2 40225



556

PEHIVIRESEERENERLIR (2020FR)

& 4 PARPHNHIFI K $HKZy T B 51 BsE B B FT 20T 45

. HEZ IR S B%
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DNABEHENFAMmCRPC 16 BRI R (FEDNABE A S Tk g gyt L0
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() 3EZR I mCRPC 4 1] G347 CDK 123 R 28748
1A, CDK128 0k 5 3 PR 2 AR e M B fo iz I
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30 T Rt e A A AR R Y — T
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F12.3%, F HIEH X S FE PR 5848 1) F 35 W PARP
PRI 06T U
3.2.3 GEECIEE S

[ BRI ) B, A A LN 5 A AU

JiRgE R P R s BREF AR AR B HAR 28 . =AM
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AR ) R AR EL A B R AR I R 5 A B, Erp
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JR ZR B0 A S 1 R LR 0.63% , R RS
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BEAEBESE 257 AN, G e R A A5 4 ) )
FERTF MRS Sim CRPC I H I A . PD-14T
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it E TS o] U1 B 805 % M dMMR B M ST-H
RISEAREVAIT o ZTIFSE 2 g A R
Hoim  dMMR/M ST-H & [ 51 B 8 28 5 1 R
Xfpembrolizumab A % m B BUSME (K5)
(NCCN#g g ) H#etsJmipt e . Rt kmCRPC

®5 PD-1AMEREESERMNIIREEENHYAR

HF R HIZ AR 1 E RGN e =B
dMMREMSI-H%EmCRPC 3 WI5E 22800, 1B 25, PPt it o~ H [27]
T IEH: B HEmCRPC 10 100 635 T AT 3WIPSAZR A ( HorP il o &4t , 2015 & e [30]

HAMMRIEE FH G AL 1 5 i il

A IGIAMSI-HALD) | 4l pmtase, RIA3IBIRE IR

4 A7) LA MMREE R 5825 1 115 51 988 & 22 PD- LPLIARRY Y, o2l
PSATRE>50%, " CbAEAF NN H s 3B Bl AR
IR ZH LA
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B I TMSI-H L dMMRAS I, n#fi2 AMSI-H
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(A DG EE PRI AG I, F— 20 A MIMR 3 A iR 3R 72
oI ] LA BH i s O R . B IR RN e T e
JELH Uk~ B MSTHFAR 8 25 R He e 17 R 2R 78 S
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