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Niraparib 100 mg/cap ( Zejula®: 7 5 % :
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& f= (PARP) Fr#] » H3R3 5 PipE ey
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Niraparib ¥t PARP-1 ~ PARP-2 %% % &
##H M4 o PARP-1 ~ PARP-2 %4 £ 'm% » DNA

PR e R X 12 42 > niraparib i& PARP £
DNA % & > Frd] PARP ¥ 3 DNA L3 %
MR iz A_F 3 BRCAL/2 4
Fé o niraparib ¢ ¥ ig = e & 4 o

AP #L olaparib » * #H AR ¥ A & T 4 F)
BRCAL1/2 » niraparib ‘¢ ¥ i% 5 8L “F & 2.
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2019 # PRIMA trial [4]{césria £ 5 - 4@
A RRETIR 2L F B A
(n=733) > 11 21 b G E S A fe i
niraparib & % [ # 1FT 5 BIFILF o A & Fox
a1k 5 & & i35 B B ( progression-free
survival, PFS) - 2% B3> 2 hE kR E 2
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MEptk (FRE 2ZHPEHEH 219 B2 vs.
104 # * > HR:0.43; 95%CI:0.31-0.59 ; P<
0.001); (ZERE %3 1 13.8 3 % vs.82 B * >
HR: 0.62 ; 95% CI: 0.50-0.76 ; P<0.001) -

2016 & NOVA trial [5]]csr%t 2 401
R R A A PR 35%]""? o 5
B MR e 4 (n=553) 0 g (- =X
SR8 AR o 1 2]t G A fe T A
P v JR 300 mg niraparib g % & (T 5 BadF
e e AR BB ELI AT FEE B
# I & gBRCAmut # 4% 2 non-gBRCAmut
FAR o ML8 4 e 1 niraparib f A AP RE R
Al PFS ¢ = #c¥ & ¥ ik (gBRCAmut 3#
210 %% vs. 55 B » HR: 0.27 5 95%
CI: 0.17-0.41; P<0.001 ) ; (non-gBRCAmut ##
93 B " vs.39 B " »HR:0.45;95%CI:
0.34-0.61 ; P<0.001) »

2019 # QUADRA trial [6]4F 24 ¥ *
niraparib T 5 % » 507 b gpHp P K s R B
P 2_F vz o & % B om 4% HRD (Homologous
Recombination Deficiency ) ¥ ¥ 17 -
G RACR hm A 28%E R

(overall response ) (95% CI: 15.6-42.6) ; &
EivgiEde #kci 558 (95%CIL: 3.5-
82) inf F RAFFPFR P s 92 B

(95% CI: 5.9-NE ) °
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1+ 150,000/pl > E R HE 25 p - KT IR
200 mg o Fp A ME A E 77 272 4
) E BB A T 150,000/ul 0 #E 3k A
525 P - v PR300mge ¥R g e &
DA IG R o A BRI - X 7 A
6 8 P4 ZRAHELZFP - AT IR

300mg o ¥ 4E % = fE0L P i 2w e
Ko ZRAELF P - X PRL300mg o i
)%‘El’f'@; AN F] £} ”ﬁﬁ’}’f’(&?f Bk kno & iE

R 1‘?’%_{('}{% M 5 5 1 BRCA ES
%2 /2 A P14 7 48 €~ # ( genomic
instability score, GIS ) >42 -
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Niraparib (Zejula®) ** 112 & 1 * & »
B R 5 F A 2,459 & o 22 Olaparib
(Lynparza®) 4pFe » 51 H % 3545 - &
%@“%?%%F@ﬁﬁ%@%’fﬁﬂa
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Niraparib ( Zejula® ) ¥ L & is* 2 1 [7]
1o g @ B /B (18%2 20%)
2. LK A% (21%)
3. A 45 1(36% ) s A% 2 (66%)
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4. % % i i 46(40% )~ 8 #5T *5(19-25% )~
Fitr % (18%) -~k (57-74%) ~ v
¥ (20%) ~ Rk (22-34%)

5. iR A g L RER F (13%)

6. R HE{rHEmE - Fa (50-64%) ~ v x
TR (17-28% ) ~ = sk 0 (51%) ~
V%’ e i IR Y (30-42%) ~ xR R
 (61-66% )

TR AR R
(<29%) ~ s i s MR PL % 3 4 (46% )
nF R A g AR (S36%)

8. A & ki Em(11%) 5 2 (18-19% )~

¥ (<57%) ~ &5 (26%) ~ % B (25-
27%)
9. A govp fof B w3 (<57%) ~ F %
(18%) ~»wp ¥ &r 7 (39%)

10. 5% ST G (12%) ~ w5 repeg

sev (40% )

11, ¥ wip @ vhei (16%3 18% ) ~ »o vk F3t

(20-22%) ~ #*Fl¢ (23%)
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4. — ~ Niraparib (Zejula®) 22 pup H @ o pR PARP Fr] 4] 2 v i1 [1, 3]
Niraparib Olaparib
Zejula ® Lynparza ®
100mg/cap 150mg/tab
Lo P2 - AP SRS -t |1 E- fi2v®at:
T RN F e A A PR ﬁia?]‘r’ﬁ s B BB R EY AP R ﬁs?l‘r”ﬁ LRI e i
T R S & k2 MIFISR o o B B g @4 & e e BRCAL/2 (germline or somatic

2R S R MRS Y S AR R D AN BRCAL/2) Rttt st KB IR % % - 45 &t
BE R E AL R BB A REE | R F B (REFBRIAF ) 2 ¥ A T
RS E R A MBI 0 A AHAE T E e R R HAN I HEFRR AT FRER Y AP

F AR okl RE R AR F BT 80 R
FER(R2F RSIAF ) 25 A4 o iF 5 A
/‘;)% °

2. % * pevacizumab ¥ * o H F R B A P E R
ﬁi%]‘r""’g" RN RELEY R T HY - Rt R e H
bevacizumab 3 * & (2> F BE3NA F ) 1#&1};‘3
Ao ek e R d § T A E- & DNA
F R 2 48 % %3 4 ( homologous recombination
deficiency, HRD) * 5 {4 2 5% 02 5% s 12 BRCA % % »
% 2 35 %148 7 4% =_ (genomic instability ) -

CRET LRl - I RERLE SV Rl AL R
1+ BRCAL/2 (germline BRCA1/2) % % # HER2 14+ @
FRRFER G S WIS E R SRR

A H - F27 #3000 &2 w s e A A
Mg > 2 2 if @4 BRCAL/2 (germline BRCAL/2) 3%
e R 0 ROR R R HER2 (<) # A LA R S 4 R
R il R L LI TR Ny R Y
RBREEFir R BFRERY FEF ol ART @
* oo

5. - iz z a¥isg o vt @4 BRCA 2% 5
Fo Mgt 16 AR AR 2 AR
B;Tx\;}g’,g‘c 3 /,;3 A o

6.8 — Fiz % o Fp i R ok B R
(mCRPC) »® 2 BRCAL/2 (@42 /N fmie ) R
FRAAURBERE ADERLIAFP FES
(novel hormonal agents ) in 3 16 & it 2 = 4 i 4 o

7. & * abiraterone 2 prednisone # prednisolone » * %5
FEALE Fp 2 PR S v A G R R Y
I A

1. B3P %P $p 2. % — RIS 300mg BID » “g % & 3 LR *
e BE<TT kg & & | H & < 150,000/uL: 200mg QD
o WE>T7kg ¥ x| 4% i >150,000/uL: 300mg QD

AR R 2 SaF i 300mg QD

e B B = B0 b1 B 2 s fr K% 300mg QD

. Abdominal pain, decreased appetite, dyspepsia, nausea, vomiting, constipation
. Anemia, leukopenia, neutropenia, thrombocytopenia
. Fatigue

WNRFRPIWN

Hypertension (14-20% ), insomnia(25-27%) Diarrhea (28-37%)

1. carboxylesterases (CEs), UDP-glucuronosyltransferases A& &d CYP3A R#fo 2 & #* 355t CYP3A Frd|# »

(UGTs), BCRP % P-gp 2 % » ATk L& AW - 2 2 2 100mg BID : & * ¢ »2 CYP3A $r4] % %l £
2. Wbk CYPIAZ 5534 41 BRTRA L& AP - Juit > 1 150mg BID o @ 4 & * 35 c R ¢ e CYP3A 3 %

&> ¥ A € % 14 olaparib & oz o

2,459 =~ /cap 1,192 = /tab




