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Introduction

Design

Efgartigimod Mechanism of Action: Blocking Neonatal Fc Receptor’*
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license (https://creativecommons.org/licenses/by/4.0/)

Generalized Myasthenia Gravis: An IgG-Mediated Autoimmune Disease?

 Generalized myasthenia gravis (gMG) is a rare, chronic, autoimmune disease mediated by pathogenic IgG
autoantibodies that cause debilitating and potentially life-threatening muscle weakness

« |gG autoantibodies against acetylcholine receptor (AChR) have been identified in 85% of adults with gMG

 |gC autoantibodies are directly pathogenic in gMG, causing failure of neuromuscular transmission by
targeting receptors and proteins of the neuromuscular junction

Efgartigimod Has Been Shown to Effectively Reduce IghG Antibodies in Adult
Clinical Studies?~

* Individualized cyclic administration of efgartigimod demonstrated safety and efficacy in randomized,
double-blinded, placebo-controlled trials (phase 2, NCT02965573, N=24; phase 3, NCT03669588, N=167)
in patients with gMG 2°

* The phase 3 trial (ADAPT) demonstrated efficacy, with the efgartigimod intravenous (IV) treatment arm
reporting a significantly higher percentage of Myasthenia Gravis Activities of Daily Living (MG-ADL)

responders (68%) compared with the placebo arm (37%) (P<.0001) in cycle 1, regardless of antibody status.

Similar responses were seen in Quantitative Myasthenia Gravis responders?

« Efgartigimod 10 mg/kg administered as 4 infusions per cycle (1 infusion per week), with a minimum of
7 weeks from the first infusion of the previous cycle to the first infusion of the subsequent cycle (if given),
demonstrated a favorable benefit-risk ratio in both the phase 2 and the phase 3 trials. The majority of
reported treatment-emergent adverse events were mild or moderate in severity?-

Objective

* To evaluate the efficacy and safety of efgartigimod 10 mg/kg IV administered in different dosing regimens
to help physicians further individualize treatment for patients with gMG

Key Eligibility Criteria

Inclusion Criteria Exclusion Criteria

« 218 years of age * Totallgl <b g/L at screening
* AChR antibody-seropositive patients with gMG * Use of IV or subcutaneous Ig within 14 days,
« MG-ADL total score =5, with >50% of the score eculizumab within 1 month, any other
due to nonocular symptoms investigational product within 3 months or 5 half-
lives, monoclonal antibody within 5 half-lives, or

e C itant gMG th itted, but not
oncomitant s erapy PETMILIE, BUL RO rituximab within 6 months of screening

required (nonsteroidal immunosuppressive
drugs [NSIDs], steroids, and/or
acetylcholinesterase inhibitors; stable dose for
=1 month before screening for NSIDs and/or  History of malignancy

corticosteroids) * Received a thymectomy <3 months before screening

e Received a live or live-attenuated vaccine
<28 days before screening

e Active infection

ADAPT NXT (ARGX-113-2003) Trial Design
Efgartigimod IV phase 3b, multicenter, randomized, open-label, parallel-group trial in patients with gMG

INITIAL FIXED CYCLE
CYCLE COMPARISON PERIOD

EXTENSION PERIOD: =105 WEEKS

To continue on 02W or Q3W

Efgartigimod 10 mg/kg IV, Cycle Dosing Arm (n=18)

N=72
patients

Day1 J Week 3) Week 7) Week 14 Week 21

SCREENING:

2 WEEKS , To continue on Q2W or Q3W

3:1 Randomization

gMG, generalized myasthenia gravis; IV, intravenous; Q2W, every 2 weeks; Q3W, every 3 weeks.
Trial ARGX-113-2003 (ADAPT NXT) Clinical Trial Protocol v1.0, July 6, 2021.

* Mean of the average MG-ADL total score change from
Week 1 through Week 21 by regimen arm

Exploratory Endpoints

* Incidence and severity of adverse events, » Patient treatment satisfaction
serious adverse events, adverse events of (TSOM-9 domain scores)

special interest, laboratory test results, . L. .
vital signs, and electrocardiogram results Pharmacokinetic and pharmacodynamic effects

» Change from baseline in the MG-ADL total » Impact on quality of life (MG-Qol15r,
score over time EQ-5D-5L VAS, and Neuro-Qol)
* Percentage of participants who have a 22-, » Feasibility of remote MG-ADL scale

3-, 4-, or 5-point improvement in MG-ADL
total score over time

* Participants achieving minimal symptom
expression, defined as MG-ADL total score
0-1, over time

administration and receiving efgartigimod
infusions off site

EQ-5D-5L VAS, EuroQolL 5-Dimension 5-Level visual analog scale; MG-QolL15r, Myasthenia Gravis Quality of Life 15-Item Questionnaire, Revised;
Neuro-Qol, Adult Quality of Life in Neurological Disorders; TSQM-9, Treatment Satisfaction Questionnaire for Medication—9 Items.

Summary

/Q Phase 3b, multicenter, randomized, open-label, parallel-group trial evaluating the
efficacy and safety of different dosing regimens of efgartigimod |V in patients with gMG

ADAPT NXT will determine the efficacy, safety, and tolerability of efgartigimod
10 mg/kg IV administered in a non-cyclical dosing regimen

Target: 72 patients (3:1 randomization ratio)

Recruitment is ongoing
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