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Design: AGO DESKTOP III 
(ENGOT-ov20; NCT01166737)

Andreas du Bois
AGO & KEM Essen, Germany

• 80 centres in 12 countries

• Recruitment 9/2010 - 3/2015

• 407 pts evaluable

3rd 

line

Pts. with:

• 1st relapse

• PSROC 

• AGO Score +ve

AGO Score consisted of (1) good PS (ECOG 0), (2) complete resection during

1st line therapy, and (3) ascites less than 500 ml 



AGO DESKTOP III: Outcome 1 (OS, ITT population)

(AGO–OVAR OP.4; ENGOT-ov20; NCT01166737)
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Andreas du Bois
AGO & KEM Essen, Germany

Median OS 53.7 

mos

46.0 mos

Δ median OS 7.7 mos

HR (95% CI) 0.75 (0.58 – 0.96)

P-value 0.02



AGO DESKTOP III: post hoc Subgroup analysis – surgical arm only
(OS by surgical outcome) - (AGO–OVAR OP.4; ENGOT-ov20; NCT01166737)
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Andreas du Bois
AGO & KEM Essen, Germany

post-OP status Median 
OS 

[mos]

Δ OS

[mos]
HR

(95% CI)

with residual tumor 28.8 1

complete resection 61.9 +33.1
0.40 

(0.28-0.59)

p-value Wald-Test < 0.001

Complete cytoreduction:

74.2% 



AGO DESKTOP III: post hoc Subgroup analysis 
(impact of complete resection – cohort with incomplete resection excluded)

Andreas du Bois
AGO & KEM Essen, Germany

Median 
OS [mos]

Δ OS

[mos]
HR

(95% CI)

No surgery 46.0 1

Surgery with
complete resection

61.9 + 15.9
0.57
(0.43-

0.76)

p-value Wald-Test < 0.001
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Takeaways from DESKTOP III and SOC-1



GOG-213, DESKTOP III and SOC-1 Comparison: OS

Bevacizumab: 84% Bevacizumab: 23% Bevacizumab: 1%



Final overall survival results from SOLO2/ENGOT-ov21: a 
Phase III trial assessing maintenance olaparib in patients 
with platinum-sensitive, relapsed ovarian cancer and a 

BRCA mutation
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SOLO2: final analysis of OS

*According to medical review of PARP inhibitor use; †Not adjusted for multiplicity
CI, confidence interval

38% of placebo patients and 10% of 
olaparib patients received subsequent 

PARP inhibitor therapy*

Olaparib
(N=196)

Placebo
(N=99)

Events, n (%) [61% maturity] 116 (59) 65 (66)

Median OS, months 51.7 38.8

HR 0.74

95% CI 0.54–1.00; P=0.0537

Median OS improved by 12.9 months with maintenance olaparib over placebo, 
despite 38% of placebo patients receiving subsequent PARP inhibitor therapy
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HR for death, 0.74 (95% CI 0.54–1.00); unadjusted for 38% of 
placebo patients who received subsequent PARP inhibitor 
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OS analysis per eCRF in the full analysis set†

HR 0.70 (95% CI 0.52–0.96)

OS analysis in the Myriad gBRCAm
subgroup†

HR 0.71 (95% CI 0.52–0.97)
Andrés Poveda
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SOLO2: final analysis of OS, adjusted for subsequent PARP inhibitor 
therapy in the placebo group

The RPSFT model (re-censored) adjusts for 
the 38% of placebo patients who received 

subsequent PARP inhibitor therapy

Olaparib
(N=196)

Placebo
(N=99)

Events, n (%) [60% maturity] 116 (59) 61 (62)

Median OS, months 51.7 35.4

HR 0.56

95% CI 0.35–0.97

Median OS improved by 16.3 months with maintenance olaparib over placebo, after 
adjusting for subsequent PARP inhibitor therapy in placebo patients
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Olaparib
(N=196)

Placebo
(N=99)

Events, n (%) [76% maturity] 139 (71) 86 (87)

Median TFST, months 27.4 7.2

HR 0.37

95% CI 0.28–0.48; P<0.0001

13
%

28%

SOLO2: time to first subsequent therapy

HR for TFST, 0.37 (95% CI 0.28–0.48); 
unadjusted for multiplicity
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At 5 years, 28% of olaparib patients vs 13% of placebo patients were alive and had 
not received subsequent therapy
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1
7Andrés Poveda

SOLO2: AEs of special interest – primary and final analyses*,†

*Includes AEs that occurred outside safety follow-up period (during treatment and up to 30 days after discontinuation); †New primary malignancies (excluding hematologic malignancies) occurred in one 
olaparib patient (1%) and one placebo patient (1%) in the primary analysis, and in eight olaparib patients (4%) and two placebo patients (2%) in the final analysis; ‡After the safety follow-up period
AML, acute myeloid leukemia; MDS, myelodysplastic syndrome
1. AstraZeneca data on file for the SOLO1 trial (NCT01844986)

Olaparib 
(N=195)

Placebo 
(N=99)

Primary Final Primary Final

Mean total treatment duration (SD), months 17.4 (9.8) 29.1 (24.7) 9.0 (8.1) 13.1 (18.6)

MDS/AML, n (%)
During the safety follow-up period (TEAE)
After the safety follow-up period (non-TEAE)

4 (2) 16 (8)
7 (4)
9 (5)

4 (4) 4 (4)
0

4 (4)

Pneumonitis, n (%) 3 (2) 3 (2) 0 0

MDS/AML
• Actively solicited throughout study treatment and follow-up
• Incidences should be interpreted in the context of their late onset‡ and the 

longer OS observed with olaparib vs placebo
• Association with the number of prior platinum regimens, olaparib

treatment and other potential risk factors is being explored

In patients with newly diagnosed ovarian 
cancer and a BRCAm, at median follow-up of 

65 months, MDS/AML occurred in 1% of 
olaparib patients and no placebo patients1

Andrés Poveda
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Endometrial Cancer
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Detection of DNA Damage Results in Activation of 
Checkpoints That Enforce Cell Cycle Arrest

Cell cycle checkpoints slow down the cell cycle

• Allow time for appropriate DNA replication

• Prevent progression to mitosis with DNA 

damage or underreplicated DNA 



Adavosertib (AZD1775) inhibits WEE1 and may be 
most active in p53-mutant background

Cell cycle checkpoints slow down the cell cycle

• Allow time for appropriate DNA replication

• Prevent progression to mitosis with DNA 

damage or underreplicated DNA 

Cells with TP 53 mutation/loss lose their G1/S 

checkpoint

• Leads to early entry into S phase

• Increases replication stress

• Increases dependency on the G2/M checkpoint

WEE1 is a Key regulator of G2/M checkpoint

• WEE1 inhibition leads to disregulation of the 

G2/M checkpoint and to mitotic catastrophy



Presented By Joyce Liu

Primary endpoints:
- ORR
- PFS6

Patient
characteristics

#6009, ASCO 2020 
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▪ Key Demographics ▪ Results

#6022
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Primary Endpoint:
- PFS assessed by RECIST 1.1

#6010
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PFS Analysis

p= 
0.09

Response & Duration

#6010



Cervical Cancer



Slide 1

Presented By He Huang at TBD



Slide 3

Presented By He Huang at TBD



Slide 7

Presented By He Huang at TBD



Slide 10

Presented By He Huang at TBD



Slide 12

Presented By He Huang at TBD



Slide 14

Presented By He Huang at TBD



Slide 15

Presented By He Huang at TBD



Current NRG/GOG Trials 

Presented By Leslie Randall at TBD



Background:

•PD1/PDL1 inhibitors demonstrate efficacy in this setting

•Camrelizumab is a fully humanized, monoclonal antibody against PD-1. 

The aim:

•To assess the efficacy and safety of camrelizumab plus apatinib, a 

tyrosine kinase inhibitor targeting VEGFR2

CAMRELIZUMAB PLUS APATINIB IN PATIENTS WITH ADVANCED CERVICAL 

CANCER. A MULTICENTER, OPEN LABEL, SINGLE ARM, PHASE II TRIAL

#6021 Lan et al 

Sun Yat-sen University, China



• Recurrent, persistent

or metastatic cervical

cancer

• Age 18 – 70

• ECOG 0 - 1

• Measurable disease by 

RECIST 1.1

• At least 1 prior line of 

chemo

Camrelizumab

200 mg iv q15 

until PD or 

toxicity or 

withdrawal

Apatinib 250 mg 

po daily until PD 

or toxicity or 

withdrawal

STUDY DESIGN

PRIMARY 

ENDPOINT
ORR By RECIST 1.1

Secondary endpoint

-PFS

-OS

-DOR

-Safety








