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Rationale for Activating γ9δ2 T Cells via Butyrophilin 3A
1. A. γδT cells infiltrate into most solid & liquid tumors

Adapted from Tosolini et al, OncoImmunol, 2017 and Gentles et al, Nat Med, 2015

1. B. Strongest correlation with favorable prognosis of all TILs

1. D.  BTN3A Isoforms are overexpressed in multiple cancers

C.  Phosphoantigen (pAg)-BTN3A1-dependent stress signal 
selectively activates γ9δ2 T cells

Decoy 
receptors

Aurélien Marabelle, MD, PhD
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ICT01: a First-in-Class anti-BTN3A that Selectively
Activates the Anti-Tumor Repertoire of γ9δ2 T Cells 
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EVICTION Trial Design: ICT01 as Monotherapy and in Combination 
with Pembrolizumab in Patients with Advanced, R/R Cancer

Part 1 Basket Indications:
1. BTN3A-expressing tumors
2. γδ T cell-infiltrating tumors

Part 1 Main Eligibility Criteria:
1. M/F >18 yrs of age
2. No remaining standard of care
3. ECOG ≤ 1
4. Life expectancy > 3 mos
5. Willing to undergo biopsies
6. Pembro combo: failed ≥1 CPI & 

eligible per approved label

Participating Countries:
France, Belgium, Germany, Spain, UK 
and US

Data to be presented

Data to be presented
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Group A: Good Preliminary Safety & Tolerability of ICT01 in Solid Tumor Patients 

1. 1st dose fever/chills are most common AEs (all Grade 1/2; does not recur with subsequent doses)
2. Does not correlate with cytokines measured (IFNγ, TNFα, IL-6, IL-8), but may be cytokine-related
3. No DLTs or safety concerns/signals identified for ICT01

Safety 
Summary:
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Group A: Pharmacodynamic Effects of ICT01
1. Dose-Dependent Binding 
of ICT01 to BTN3A on T Cells
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2. ICT01 Induces Dose-Dependent Migration of γ9δ2 T Cells 
from the Circulation
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3. ICT01 Doses ≥ 7 mg Induce Migration of NK and CD8 T Cells
NK Cells CD8 T Cells

Study Day
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Increased IFNγ and TNFα Levels & Immune System Activation 
post ICT01: Correlation with Baseline γ9δ2 T Cells 

A. Peak Cytokine Levels post 1st Dose B. Activation of NK Cells, CD8 T Cells, and Granulocytes post-ICT01
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ICT01 Increases Tumor Infiltration of γδ, CD3 and CD8 T Cells
57-yo male with Gastric Cancer (7 mg ICT01) 50-yo female with Ovarian Cancer (75 mg ICT01)

Digital Pathology: automated cell counts per mm² of tumor (HalioDx)
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Group A Swimmer Plot: RECIST Performed Every 8 Weeks

ITT Efficacy:
Best response 
was SD in 6 of 
33 patients
 2 Breast
 1 CRC
 1 Ovarian
 1 Melanoma
 1 Prostate
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Group C ICT01 + Pembro (200 mg IV Q3W): Similar Safety, Tolerability and PD Effects

Safety Summary:   No DLTs or new safety signals. ICT01 20 mg dose cohort enrolling.

1. ICT01 + Pembro Produces
Similar Target Occupancy

Study Day

γ9δ2 T Cells CD8 T Cells NK Cells

2. Low Dose ICT01 + Pembro Induces Similar Migration of Circulating 
γ9δ2 T Cells and Variable Effects on CD8 T Cells and NK Cells
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Group C ICT01 + Pembro 200mg IV: Spider Plot
Evaluable Patients in ICT01 Dose Cohorts 1 (700 µg, n=2*) and 2 (2 mg, n=3)

Aurélien Marabelle, MD, PhD

Patients in Dose Cohort 3 (7 mg ICT01+Pembro) have not reached first efficacy evaluation at Week 8.
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7 APR 2021
Baseline

11 JUN 2021
C3D14: iuPD (+29%)

7 JUL 2021
C4D21: iSD (-9%)

Scans on 17 AUG 2021 (C6D20) showed 
-40% in tumor burden (RECIST)

14 APR 2021
C1D1 (pre-dose)

26 MAY2021
C3D1 (pre-dose)

8 mm lesion 4 mm lesion

60yo Female with Metastatic Melanoma: CNS & Liver Mets (Ipi/Nivo Refractory)
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ICT01 Monotherapy
1. Dose escalation completed in monotherapy without any observed DLTs and strong PD effects  

on cytokines and tumor-infiltrating CD8 T cells that are linked to baseline γ9δ2 T cell counts.
2. Part 2: Cohort Expansion of ICT01 monotherapy in ovarian and HNSCC patients with high 

baseline γ9δ2 T cells (≥ 20K/mL blood) planned to start Q4 2021.

ICT01 Combination with Pembrolizumab
1. Dose escalation ongoing with no DLTs observed up to 7 mg ICT01 + 200 mg Pembro.
2. Preliminary signs of tumor regression observed at low ICT01 doses may reflect the 

contribution of remodeling of the tumor immune microenvironment by ICT01 that increases 
tumor infiltration of CD8 T cells, which can be activated by an anti-PD-1 agent like 
pembrolizumab.

3. Additional experience with the combination needed to confirm these results.

Summary of Solid Tumor Experience in EVICTION

Aurélien Marabelle, MD, PhD
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