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Efgartigimod Mechanism of Action: Blocking FcRn
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engineered for increased affinity to FcRn23

« Efgartigimod was designed to outcompete endogenous IgG,

Yo preventing recycling and promoting lysosomal degradation
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RESULTS

* FcRn recycles IgG, extending its half-life and maintaining its serum

ADAPT was a 26-week, global, multicenter, randomized, double-blind, placebo-controlled, phase 3 trial

evaluating efgartigimod in patients with gMG. Participants who completed ADAPT were eligible to be rolled

* Efgartigimod is a human IgG1 Fc fragment, a natural ligand of FcRn,

over to ADAPT+32
"I ADAPT
Odo t Patients randomized 1:1 to receive °
cycles of 4 infusions at weekly intervals .
of 10 mg/kg IV efgartigimod or placebo? :
.
Inclusion criteria Efgartigimod: n=84 Ne1s1 g

* MGFA disease class Il IIl, IV
« AChR-Ab positive or negative 11
* MG-ADL score 25
(>50% nonocular)
+ On 21 stable gMG treatment®

Placebo:

ADAPT+ (Open-Label Extension)®

Patients received cycles of 4 infusions at

weekly intervals of
10 mg/kg IV efgartigimod

Efgartigimod
| ]

- lg626g/L 26 wk (<3 cycles®)

Initiation of new treatment cycle:

+ 25 wk between cycles

* MG-ADL score 25¢

« MG-ADL score within 2 points of baseline

[ .

Note: Beige rectangles within arrows indicate day of efgartigimod infusion.

PartA(ly) /
Initiation of new treatment cycle:
* 24 wk between cycles
* MG-ADL score 25
* MG-ADL score within 2 points of baseline

PartB(2y)
Initiation of new treatment cycle:
* >4 wk between cycles
* Per investigator discretion

*Participantswho required retreatment but were unable to complete a treatment cycle within the time frame of ADAPT were also eligible to be rolled over to ADAPT+. Acetylcholinesterase inhibitor, steroid +/or nonsteroidal
immunosuppressive therapy. Patients could not change concomitant therapies in ADAPT or during dosing in Part A of ADAPT+. Patients could change concomitant therapies between doses in Part A and at any time in Part B of
ADAPT+. Up to 3 cycles dosed at 28 weeks after initial cycle. *With >50% from nonocular items. ADAPT+ data depicted in this poster are from the February 2022 cutoff date

o

No new safety signals were observed during long-term follow-up compared with the 26-week
placebo-controlled period

Incidence of infections did not increase over time with repeated cycles of efgartigimod treatment

Infection rates in patients with 21 treatment-emergent hematologic abnormality (> grade 1) were
similar between efgartigimod and placebo

No change in white blood cell counts over time with efgartigimod vs. placebo; single occurrences of
decreased counts were incidental, inconsistent over time, and not temporally related to infections

This analysis suggests that long-term efgartigimod treatment is well tolerated in patients with gMG

@ The ADAPT+ study is currently ongoing
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Table 2. Infections Occurring in 25% of Patients in ADAPT a
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ABBREVIATIONS
AChR-Ab, acetylcholine receptor antibody; AE, adverse event; COVID-19, coronavirus disease 2019; FcRn, neonatal Fc receptor; gMG, gravis; IgG, G; IR, incidence rate per year of patient follow-up; IV, intravenous; m, number of events; MG-ADL, Myasthenia Gravis Activities of Daily Living; MGFA, Myasthenia Gravis Foundation of America; PY, patient year; SAE, serious adverse event; SARS-COV-2, severe acute respiratory syndrome coronavirus 2; SOC, system organ class; URTI, upper respiratory tract infection; UTI, urinary tract infection,
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