Translation to the clinic of EVT801: A novel immune-oncology agent for

expanding patient population responding to immune checkpoint therapies
Selective inhibitor of VEGFRS3 for patients resistant to immune checkpoint inhibitors: Clinical translation activities
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overview EVT801: Decreasing circulating MDSCs and increasing CD8* T-cell tumour infiltration
T —— ® Develop a small molecule for cancer immunotherapy that targets immunosuppressive cell trafficking to increase ICT to generate anti-tumour Immunity
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Target class ® EVT801 is a selective inhibitor of the VEGFR3 tyrosine kinase
Project status ® EVTS801 is currently in late preclinical development and is anticipated to be Phase 1 ready in Q3 2018 ~am umorcals A o oo e octn
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Administration ® Oral administration 20 malkg/BID Evaluation of
® Patient stratification: VEGFR3 expression on TME & circulating MDSCs quantification creuiating MBS
Biomarkers ® PD biomarker: ERK/AKT phosphorylation & gene signature Tumour volume follow-up
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EVT801 and combination with anti-PD1 mADb:

Acting on hypoxia to control tumour outgrowth Dedicated biomarker approach developed for EVT801

® Patient stratification
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= Development of specific labelling by IHC related to EVT801 MoA for on-treatment biopsies

The CT26 mouse model is a model with heterogeneity, highly dependent on hypoxia and with low MDSC frequency
® Combination of EVT801 and anti-PD1 mAb results in a strong therapeutic activity
® Treatment with EVT801 is associated with a decrease of hypoxia

We are actively looking for partners for clinical development
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Circulating MDSCs as stratification biomarker
IMMUNOPREDICT trial NCT02827344
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Intermediate results
Patients with high progression: visit @ 2 months

High progression
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N=9 N=11
% m-MDSC 4.38 1.85 _
n = median (Range) ~ (1.22:11.32) (0.27:7.02) p=0.1024

® Intermediate results seems to show that patients with high progression @ 2 months have a strong level of m-MDSCs and could be the population of
interest for EVT801, especially if VEGFRS3 is expressed in tumour and/or microenvironment
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Phase la;: Dose escalation
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® Adult patients
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+ Biomarkers exploration
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Phase Ib: Dose expansion

Group 1: Single agent
VEGFR3 solid tumours,

n=30 per cohort: Kaposi’s sarcoma and
other sarcomas

Group 2: Combo with ICT

(solid tumours with VEGFR3* TME)
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Cohort 3: Solid tumours with VEGFR3* in TME
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