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OBJECTIVE

To evaluate safety, efficacy, and optimal dose of telisotuzumab adizutecan (ABBV-400,
Temab-A) in combination with a checkpoint inhibitor in patients with locally
advanced/metastatic nonsquamous non-small cell lung cancer (NSCLC) with no
prior treatment for advanced disease and no actionable genomic alterations

TRIAL DESIGN

Phase 1b/2 (NCT06772623)

Open-label, dose escalation/dose optimization

Global, multicenter
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PART 1: Safety Dose Escalation (n=12)

BACKGROUND

Increased expression of c-Met (also known as MET protein) is
commonly observed in solid tumors including in patients with
epidermal growth factor receptor wild type (EGFRWT) nonsquamous

NSCLC, and has been linked to worse clinical outcomes?-3 Validated

» Addition of checkpqint inhibitors (ie, pembroli.zumab). to frontline c-Met—targeted
chemotherapy has improved outcomes in patients with untreated .
nonsquamous NSCLC; yet durable disease control remains elusive* ant!bOdy

« Temab-Ais an antibody-drug conjugate comprising the (telisotuzumab)

c-Met targeting antibody conjugated to a potent topoisomerase 1
inhibitor payload®®
(adizutecan)

Budigalimab is an investigational programmed cell death receptor 1
(PD-1) inhibitor with a mechanism of action similar to the approved
pembrolizumab in these patients’

Preliminary findings from the first-in-human Phase 1 study indicated
encouraging antitumor activity (cCORR: 44%) and a manageable safety

profile in heavily pretreated patients with advanced/metastatic
EGFRWT NSCLCS®

In this study, Temab-A in combination with a PD-1 inhibitor will be
investigated for untreated, advanced EGFRWT nonsquamous NSCLC

Stable linker

toxicity

STUDY SCHEMA

« This is an open-label, global, dose escalation (Part 1)/dose optimization (Part 2), Phase 1b/2 study
enrolling adult patients (N~252) with locally advanced/metastatic EGFRWT nonsquamous NSCLC who did
not receive any prior treatment for advanced disease and do not have any actionable genomic alterations

 The primary objectives are:

» To evaluate the safety and tolerability of Temab-A in combination with budigalimab (Part 1) or
pembrolizumab (Part 2)

» To evaluate the efficacy and RP3D of Temab-A in combination with pembrolizumab

—

(Complete)

Temab-A (DL2) +

> Budigalimab — Temab-A (DLa)® +
_ Pembrolizumab
(n=6)
S
Temab-A (DL1) + N
_______ — Budigalimab c = o Temab-A (DLb)2 +
| (n=6) _§ — Pembrolizumab
' ©
: 14
| Temab-A (DL-1) + SOC:
ke Budigalimab Pembrolizumab + Pemetrexed
(n=6) .+ Carboplatin® or Cisplatin®

followed by Pembrolizumab +

Dose escalation will be conducted using Pemetrexed

a Bayesian Optimal Interval design
based on the cumulative number of
patients who experienced a DLT at the
current dose

Stratification factors:
* c-Met protein expression
« PD-L1¢
 History of brain metastases

aSelected doses based on Part 1. PInvestigator's choice. °Natural distribution or prevalence. DL, dose level; DLT, dose-limiting toxicity; EGFR, epidermal growth factor receptor;
NSCLC, non-small cell lung cancer; PD-L1, programmed death-ligand 1; RP3D, recommended Phase 3 dose; SOC, standard of care; Temab-A, telisotuzumab adizutecan.

KEY ELIGIBILITY CRITERIA

PARTS 1 AND 2

Age 218 years

ECOG PS 0-1

Histologically confirmed locally advanced/metastatic EGFRWT nonsquamous NSCLC (Stage IlIb/IV)
Measurable disease per RECIST v1.1

Documented PD-L1 status by approved local assay
Documented EGFRWT status per local testing
X No actionable genomic alterations (Part 2 only)

PART 1

Up to 1 prior line of systemic Evaluable c-Met IHC by central lab for stratification, not

therapy allowed for selection
advanced/metastatic disease No prior systemic therapy for advanced/metastatic
disease

History of brain metastases allowed
(no active CNS disease prior to enrollment)

CNS, central nervous system; ECOG PS, Eastern Cooperative Oncology Group performance status; EGFR, epidermal growth factor receptor; IHC, immunohistochemistry;
NSCLC, non-small cell lung cancer; PD-L1, programmed death-ligand 1; RECIST, Response Evaluation Criteria in Solid Tumors; WT, wild type.

Potent Top1i payload

Minimizes free-payload

Temab-A Mechanism of Action

Tumor cell

c-Met
protein

Top1i inhibits
DNA replication

e Antitumor effect of Temab-A does not rely on c-Met
o signaling, unlike c-Met protein—targeting TKIs and mAbs

mADb, monoclonal antibody; cORR, confirmed objective response rate; EGFR, epidermal growth factor receptor; NSCLC, non-small cell lung cancer; PD-1, programmed cell death receptor 1; Temab-A, telisotuzumab adizutecan; TKI,
tyrosine kinase inhibitor; Top1i, topoisomerase 1 inhibitor; WT, wild type.

STUDY ENDPOINTS

Primary efficacy endpoints OR by BICR (Part 2)

PFS, DOR, and DC by BICR

OS

OR, PFS, OS, DOR, and DC by PD-L1 and c-Met expression
and history of brain metastases

Secondary efficacy
endpoints

Adverse events

Treatment discontinuation or dose modifications due to AEs
Dose-limiting toxicities (Part 1)

Safety endpoints

Pharmacokinetic endpoints Crrax tmaxs t12 @and AUC

Biomarker analyses (tissue NGS/RNAseq and ctDNA
NGS/molecular response, PD-L1 IHC, MET amp)

Intracranial OR, PFS, and DOR by BICR
Patient reported outcomes

Exploratory endpoints

All responses per RECIST v1.1. AE, adverse event; amp, amplified; AUC, area under the curve (or plasma for payload) concentration versus time curve; BICR, blinded
independent committee review; C,,.,, maximum observed serum (or plasma for payload) concentration; CR, complete response; ctDNA, circulating tumor DNA; DC, disease
control; DOR, duration of response; IHC, immunohistochemistry; NGS, next generation sequencing; OR, overall response; ORR, objective response; OS, overall survival;
PD-L1, programmed death-ligand 1; PFS, progression-free survival; PR, partial response; RECIST, Response Evaluation Criteria in Solid Tumors; RNAseq, RNA sequencing;
RP3D, recommended Phase 3 dose; t,,, terminal elimination half-life; t,,.x, time to C.,.,.

ENROLLMENT IS ONGOING GLOBALLY

« Approximately 252 patients will be enrolled across 132 sites worldwide

« Enroliment began on March 6, 2025; 10 countries are already enrolling, and 7 countries are looking to
begin enroliment

Study Sites

Japan, Puerto Rico, Taiwan, Turkey, USA, China, Spain, Germany, Belgium, France

Italy, Poland, Romania, United Kingdom, Chile, Argentina, Australia
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