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Key Takeaways

Nipocalimab demonstrated clinically
meaningful and sustained disease control
over 120 weeks in a broad population of
autoantibody-positive patients with gMG,
while maintaining an acceptable safety profile
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In autoantibody-positive patients with
gMG, long-term treatment with nipocalimab
demonstrated sustained disease control
through the 24-week phase 3 Vivacity-MG3
study and the 96-week OLE (120 weeks total)
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Introduction

e Nipocalimab is a fully human monoclonal antibody that binds to the neonatal Fc receptor (FcRn) with high affinity and specificity, reducing circulating levels of immunoglobulin G (IgG), including pathogenic IgG-based autoantibodies
e Nipocalimab is the first approved FcRn blocker for the treatment of generalized myasthenia gravis (gMG) in adult and adolescent (=12 years of age) patients who are anti-acetylcholine receptor (AChR) or anti-muscle-specific tyrosine

kinase (MuSK) antibody-positive’?

e In Vivacity-MG3, a double-blind (DB), placebo-controlled, phase 3 study, nipocalimab treatment demonstrated symptom improvement sustained over 24 weeks?® and up to a further 60 weeks in the open label extension (OLE)*
e Results with additional follow-up through Week 96 of OLE of nipocalimab treatment (or Week 120 overall), with a data cut-off at August 24, 2024, are presented

Objective

@ To assess the long-term safety and efficacy of nipocalimab in patients with gMG from the ongoing Vivacity-MG3 (NCT04951622) OLE phase through Week 96 (120 weeks overall)

Dose reductions in corticosteroid usage
were observed through the study with the

majority of patients reaching 10 mg or less of
prednisone equivalent per day

There are no new safety concerns and event
rates of adverse events were comparable in
the DB and OLE phases

Methods

Population

e In Vivacity-MG3, adult patients with gMG (MGFA Class II-1V), inadequately
controlled (Myasthenia Gravis-Activities of Daily Living [MG-ADL] =6) on
standard-of-care (SOC) therapy, were randomized 1:1 to nipocalimab+SOC or
placebo+SOC in the 24-week DB phase®

e Participants could continue to receive stable SOC treatment during the study

e Participants who completed the DB phase were eligible to enter the OLE phase
with nipocalimab+SOC treatment

Assessments

e Efficacy and safety results are presented for seropositive (anti-AChR positive,
anti-MuSK positive, and/or anti-low-density lipoprotein receptor-related protein 4
[anti-LRP4]) patients who received =1 dose of study treatment

Figure 1. Study Design® e Tapering one of the patient’s concomitant gMG medications was allowed only
24-week DB, in the OLE phase at every 4 weeks, if the disease has begn stal?le in the [.JCISt4.
=4 weeks placebo-controlled phase weeks as reflected by MG-ADL scores and based on the investigator’s discretion
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Variable duration®

“Randomization was stratified by autoantibody status (anti-AChR+ and/or anti-MuSK+, anti-AChR negative and anti-MuSK negative), Day 1 MG-ADL total score (<9, >9), and region (East Asia, US, rest of world).®SOC includes acetylcholinesterase - For pda tients on a corticosteroid dose Of <30 mgqg per day, the dose was
inhibitor, glucocorticosteroid, and/or immunosuppressant. °Due to the COVID-19 pandemic, some patients from the phase 2 study (NCTO3772587) were unable to enter the phase 2 OLE study (NCTO3896295). These patients could directly enter the
phase 3 OLE and their data will be disclosed later. “Patients who withdraw or discontinue after receiving any amount of study intervention are required to complete a safety follow-up visit 8 weeks after their last dose. €In the EU, the OLE phase will be decr eased by no more th an 5 m g ever y 4 Week S
up to 240 weeks.

AchR+=acetylcholine receptor positive, COVID-19=coronavirus disease 2019, EU=European Union, IV=intravenous, LD=loading dose, MG-ADL=Myasthenia Gravis-Activities of Daily Living, MGFA=Myasthenia Gravis Foundation of America,

MuSK+=muscle-specific tyrosine kinase positive, OLE=open-label extension, Q2W=every 2 weeks, R=randomized, SOC=standard-of-care, US=United States, W=week.

Results

Figure 6. Proportion of patients with steroid reduction over time, groupwise

. . A. Placebo/Nipocalimab patients by dose group B. Nipocalimab/Nipocalimab patients by dose group
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e Baseline characteristics of patients entering the OLE are similar to that of the overall population at DB

baseline

Table 1. Baseline demographics and characteristics (Seropositive population)

DB!' Open-label

Note: P-value for comparison of MG-ADL total score change from baseline significantly different from zero (P<0.001) using a one-sample t-test for all timepoints.
DB=double-blind, MG-ADL=Myasthenia Gravis-Activities of Daily Living, OL=open-label, SE=standard error, W=week.

Mean change in QMG

e At OLE week 96, QMG mean (SE) change from DB baseline:
— Placebo/Nipocalimab+SOC: -5.81(1.03)
— Nipocalimab/Nipocalimab+SOC: -5.97 (1.29)
— All Nipocalimab+SOC: -5.89 (0.80)

Figure 7. PD biomarker: total IgG reduction from DB baseline (Seropositive population)
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e Among patients in OLE phase, follow-up duration was over 96 weeks
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