Introduction

« The SIRPa (CD172)/CDA47 axis is a critical regulator of myeloid cell activation and serves as a
myeloid-specific immune checkpoint!
@ Active | N
dendritic cell .-

~\
@ Inactive dendritic cell @
BI 770371
/’ Bl 770371 4
- P

N\

Modified chepokine
secketion

SIRPa

Inactive
T-cell

Antigen Active
T-cell

Tumour cell
phagocytosis

O

Active \ T-cell and
macrophage  \ macrophage TS
BI770371  migration ) ezabenlimab

@ By blocking the ° Ezabenlimab

interaction between SIRPa (Bl 754091) is a humanised

Inactive macrophage Bl 770371

oThe SIRPa-CD47 @ BI 770371 is an
interaction promotes immune anti-SIRPa (anti-CD172)
suppression in the tumour IgG1 mADb that binds to and CD47, BI 770371 PD-1-targeting mAb that
microenvironment, by human SIRPa and blocks inhibits SIRPa-mediated blocks the interaction
inhibition of phagocytosis, its interaction with its suppression of the innate between PD-1 and its
downregulation of ligand CD473 immune system and restores ligands. This blocks PD-1
antigen-presenting cells and the immune functions of signalling, thereby restoring
maintenance of myeloid- myeloid cells in the T-cell anti-tumour activity®®
derived suppressor cells!? tumour microenvironment*

« BI 770371 is currently undergoing investigation as monotherapy and in combination with ezabenlimab, a
PD-1 inhibitor, in a Phase I, open-label, dose escalation/dose expansion trial (NCT05327946) in patients
with advanced solid tumours

CD, cluster of differentiation; IgG1, immunoglobulin G1; mAb, monoclonal antibody; MHC, major histocompatibility complex; PD-1, programmed death-1
receptor; PD-L1, programmed death-1 receptor ligand; SIRPa, signal regulatory protein o; TCR, T-cell receptor

@ Objectives

«  The primary objective is to determine the MTDs for Bl 770371 monotherapy and in combination with
ezabenlimab

- To determine an RDE based on all available data, including safety, preliminary efficacy and
pharmacokinetics/pharmacodynamics

MTD, maximum tolerated dose; RDE, recommended dose for expansion

_5 Methods

Primary endpoint: Occurrence of DLTs
<@’) during the MTD evaluation period
(first 21 days of study treatment)

Secondary endpoints: Occurrence of AEs and DLTs
during the on-treatment period, and efficacy
(RECIST v1.1, investigator's assessment)

Part 1 (dose escalation)*

Part 2 (dose expansion)

Bl 770371 +
ezabenlimab at RDE

Adults aged =218 years

N=~42
Advanced, unresectable and/or

metastatic solid tumours

Presence of 21 measurable
lesion per RECIST v1.1

ECOG PS 0-1
Life expectancy 23 months

No further treatment options/not
eligible for standard treatment

Bl 770371 +
ezabenlimab

* BLRM with overdose control is being used to guide dose escalation
* Dose escalation will continue until the MTD is reached or until

a maximum Bl 770371 dose has been confirmed safe by the DEC
*Escalating doses of Bl 770371 and a fixed dose of ezabenlimab given as IV infusion q3w

AE, adverse event; BLRM, Bayesian logistic regression model; DEC, Dose Escalation Committee; DLT, dose-limiting toxicity; ECOG PS, Eastern
Cooperative Oncology Group performance status; IV, intravenous; RECIST, Response Evaluation Criteria In Solid Tumours; g3w, once every three weeks

i, Patients

- As of 31 March 2023, a total of 18 patients (Bl 770371 group, N=15; Bl 770371 + ezabenlimab group, N=3) have
been treated in Canada, Japan, and the USA

- The most common tumours were colorectal, ovarian, and prostate (n=2, each) in the Bl 770371 group and
pancreas (n=2) and bladder (n=1) in the Bl 770371 + ezabenlimab group

i h .. Bl 770371 Bl 770371 + ezabenlimab
Baseline characteristics (N=15) (N=3)

Median age, years (range) 64 (26—77) 67 (61-70)
Male, n (%) 8 (53) 1(33)
Race, n (%)

White 10 (67) 2 (67)

Asian 4 (27) 1 (33)

Black or African American 1(7) 0 (0)
ECOG PS at baseline, n (%)

0 8 (53) 2 (67)

1 7 (47) 1 (33)
Number of prior lines of systemic therapies >2 , n (%) 15 (100) 2 (67)

|I¥  Efficacy

« In 14 evaluable patients in the monotherapy group (N=15), 11 (73%) achieved a best response of stable disease

* In the combination therapy group (N=3), two patients evaluated (50%) achieved a best response of progressive
disease; data were missing for one patient
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DCR, disease control rate

*Corresponding author email address: martin.gutierrez@hmhn.org

D Safety

- AEs inthe Bl 770371 group were manageable
- The MTD has not been reached; dose escalation is ongoing
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Bl 770371 + ezabenlimab (N=3)
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SAE, serious AE; TRAE, treatment-related AE
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