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Active sites

• ≥18 years old

• Pathologically-proven advanced or metastatic NSCLC, and only squamous or 

non-squamous cell carcinoma

• Received ≤2 lines of therapy for advanced/metastatic disease

• Measurable disease per RECIST v1.1

• Documented radiographic disease progression on prior PBCT and on prior 

anti-PD-(L)1 therapy

• Agrees to submit an archival FFPE tumor tissue specimen that was collected on 

or after diagnosis

• Documented PD-L1 status

• ECOG PS of 0 or 1

• Life expectancy of at least 3 months and adequate organ function

• Participant has recovered from any prior treatment-related toxicities

Cobolimab dose of 300 mg is determined based on the

Phase 1 study AMBER (GSK Study 213348; NCT02817633)7

Participants will be stratified according to:

• Prior lines of therapy: 1 prior line of therapy vs 2 prior

lines of therapy

• PD-L1 status: tumor proportion score ≥50% vs <50%

• Histology: squamous vs non-squamous

This study will be completed in three phases: screening,

treatment, and follow-up

Key inclusion/exclusion criteria:

Cobolimab with dostarlimab and docetaxel in patients with advanced non-small 

cell lung cancer (NSCLC): COSTAR Lung

Objective

COSTAR Lung (NCT04655976) aims to compare the efficacy and safety of cobolimab

plus dostarlimab plus standard of care chemotherapy (docetaxel; Arm A) versus

dostarlimab plus docetaxel (Arm B) and docetaxel alone (Arm C) in patients with

PD-1/PD-L1 relapsed/refractory NSCLC.

blockade is more effective at reducing tumor growth than blocking either

pathway alone.6

Cobolimab (TSR-022/GSK4069889), a novel first-in-class anti-TIM-3 mAb,

activates immune cell function and induces significant anti-tumor activity

when combined with anti-PD-1 agents (Figure). 
Early clinical studies show durable responses with an acceptable safety 
profile when cobolimab was administered in combination with an

anti-PD-1 mAb, dostarlimab, in prior-treated or treatment-naïve advanced

or metastatic NSCLC.1 
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Background 
Immune checkpoint inhibitors targeting PD-(L)1 are approved in the 
first line setting for the treatment of lung cancer.1 However, primary and 
acquired resistance to anti-PD-(L)1 therapy is common in solid tumors 
and novel immunotherapy combinations are needed. 
TIM-3 is an immune checkpoint receptor highly expressed on 
multiple immune cell types and is associated with suppressed  
anti-tumor responses.2 

TIM-3 upregulation on PD-1 positive tumor infiltrating lymphocytes is 
associated with reduced proliferation and secretion of cytokines important 
for T cell-mediated anti-tumor activity.3-5 Concurrent TIM-3 and PD-1 

Methods

Figure: COSTAR Lung Study Schema

Figure: Trial Status 

Figure: Cobolimab Mechanism of Action 
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Study endpoints and assessments

Primary endpoints:

• OS for Arms A or B vs C

– OS defined as survival from the date of randomization

to the date of death by any cause

Secondary endpoints:

• Arms A vs B:

– OS

• Arms A vs B, A vs C, and B vs C:

– Confirmed ORR per investigator assessment based on

RECIST v1.1

– PFS per RECIST v1.1

– DoR per RECIST v1.1

– TTD: defined as time from randomization to meaningful

deterioration on a composite endpoint of dyspnea, chest

pain, and cough (from EORTC-QLQ-LC13 domains)

– Change from baseline as assessed by

EORTC-QLQ-C30 and EORTC-QLQ-LC13 domains

• Arms A and B vs C:

– Safety and tolerability per incidence of TEAEs, SAEs,

irAEs, TEAEs leading to death, and AEs leading

to discontinuation

Exploratory endpoints:

• Confirmed ORR per investigator assessment and

PFS (iRECIST)

• Pharmacokinetics

• Immunogenicity

• Biomarkers of response

• Patient-reported efficacy and tolerability

• Healthcare resource utilization

Statistical analyses

Futility analysis to assess ORR across the 3 arms in the

Phase 2 portion.

Conducted after 250 participants are enrolled in total (Arm A

and B: 100 each, Arm C: 50), and have been followed-up

for a minimum period, have withdrawn from the study,

or died.

An additional 500 patients may be included in the Phase 3

portion and final analysis will be conducted on OS

primary endpoint.
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Study design

An ongoing study:

With potential for Phase III expansion

Multicenter Parallel

group

Global Randomized

2

Phase 

II

NSCLC: 

Previously 

treated with 

anti-PD-(L)1 and 

platinum-based 

chemotherapy 

RANDOMIZED 2:2:1

Arm B: dostarlimab + 

docetaxel (n=100)

Arm B: dostarlimab + 

docetaxel (n=200)

Stratification Factors:

1. Prior lines of therapy: 1 prior line vs 2 prior lines

2. PD-L1 status: TPS≥50% vs TPS<50%

3. Histology: Squamous vs non-squamous

Final 

Analysis: 

OS (N=750)

Phase 2 Phase 3

Arm A: cobolimab + 

dostarlimab + 

docetaxel (n=100)

Arm C: docetaxel 

(n=50)

Futility IA-1 

(n=250)

Arm A: cobolimab + 

dostarlimab + 

docetaxel (n=200)

Arm C: docetaxel 

(n=100)

Key inclusion criteria

Key exclusion criteria

• Previous treatment with an anti-PD(L)-1 agent that resulted in permanent 

discontinuation due to AE

• Previous treatment with an anti-TIM-3 or anti-CTLA-4 agent or docetaxel

• Documented sensitizing EGFR, ALK, or ROS-1 mutation

• Radiologic or clinical disease progression ≤8 weeks after initiation of prior 

anti-PD-1/PD-L1 antibody treatment

• Received >30 Gy RT to the lung within 6 months of first dose of study treatment

• New or progressive brain metastases and/or leptomeningeal metastases

• Active autoimmune disease or active infection

• Current interstitial lung disease, current pneumonitis, or history of pneumonitis

!

PD-1

TIM-3 is highly expressed on tumor-
derived dendritic cells and
macrophages, and is associated
with an immunosuppressive
phenotype

* TIM-3 blockade promotes enhanced
chemokine release and antigen
presentation to T cells

IL-12)

Cobolimab

Pro-inflammatory

Often co-expressed with PD-1 and
upregulated blockade,
TIM-3 contributes to both primary
and acquired immune resistance to
checkpoint blockade

Co-blockade of TIM-3 and PD-1
restores T-cell function and induces
significant antitumor activity that is
superior to either agent alone


