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Fig. 1 Primary objective of the study and patient cohorts
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Fig. 2 Enrollment and outcomes
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Tab. 1 Characteristics of the patients at baseline

Characteristic Germline BRCA mutation No Germline BRCA Mutation
Niraparib (N=138) Placebo (N=65) Niraparib (N=234) Placebo (N=116)
Median age (range) /year 57 (36-83) 58 (38-73) 63 (33-84) 61 (34-82)
Eastern Cooperative Oncology Group
performance status n (%)
0 91 (65.9) 48 (73.8) 160 (68.4) 78 (67.2)
1 47 (34.1) 17 (26.2) 74 (31.6) 38 (32.8)
Cancer stage n (%)
TLorl 23 (16.7) 10 (15.4) 22(9.4) 5(4.3)
JII§ 95 (68.8) 46 (70.8) 173 (73.9) 86 (74.1)
v 20 (14.5) 9(13.8) 38(16.2) 24 (20.7)
Time to progression after penultimate
platinum therapy n (%)
6 to <12 months 54 (39.1) 26 (40.0) 90 (38.5) 44 (37.9)
=12 months 84 (60.9) 39 (60.0) 144 (61.5) 72 (62.1)
Best response to most recent platinum
therapy n (%)
Complete 71 (51.4) 33 (50.8) 117 (50.0) 60 (51.7)
Partial 67 (48.6) 32(49.2) 117 (50.0) 56 (48.3)
Previous bevacizumab use n (%) 33 (23.9) 17 (26.2) 62 (26.5) 30 (25.9)
Germline BRCA mutation n (%)
BRCAl 85 (61.6) 43 (66.2) NA NA
BRCA2 51(37.0) 18 (27.7) NA NA
BRCA1, BRCA?2 rearrangement, 9 (6.5) 4(6.2) NA NA
or both

Previous lines of chemotherapy n (%)

1 1(0.7) 0 (1] 0
2 70 (50.7) 30 (46.2) 155 (66.2) 77 (66.4)
=3 67 (48.6) 35(53.8) 79 (33.8) 38 (32.8)
A gBRCA mutation B Non-gBRCA mutation with HRD positivity
1004 . 1004 , e
29 HR=0.27 (95% CI: 0.17-0.41) x HR=0.38 (95% CI: 0.24-0.59)
= P<0.001 - P<0.001
2 75 2 75
5 5 4
g 50 8 50 \‘ h"_\—\_w_\
o 11 Q b
o (2]
B B B 44, Niraparib
g 1 & R i e
S 254 oy, Placebo S 254 L S
@ Vo SR @ gm.»- ------ Placebo
o o p T oot
2 —————— I T G e R —
> 0 2 4 6 8 10 12 14 16 18 20 22 24 & 0 2 4 6 8 10 12 14 16 18 20 22 24
Months since randomization t/month Months since randomization #/month
No. at risk No. at risk
Niraparib 138 125 107 98 89 79 63 44 28 26 16 3 1 Niraparib 106 90 75 64 52 46 40 29 16 14 11 4 2
Placebo 65 52 3421 12 8 6 2 2 2 1 1 0 Placebo 56 41 26 16 11 9 4 3 1 1 1 1 1

C Non-gBRCA mutation

N 1004 HR=0.45 (95% CI: 0.34-0.61)

3 P<0.001

S 75

8 50

b §

& )

.5 254 L‘ L

2 | U

k23

&b o Placebo

E 0 2 4 6 8 10 12 14 16 18 20 22 24

Months since randomization #'month

No. at risk
Niraparib 234 188 145 113 88 75 57 41 23 21 16 7 3
Placebo 116 88 52 33 23 19 10 8 4 4 3 1 1

3 EAHRABPHEIERARLAPFSETFHE
Fig.3 Kaplan-Meier estimate of progression-free survival among three patient cohorts
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Fig. 4 Subgroup analysis of progression-free survival among three patient cohorts
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