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INTRODUCTION METHODS SUMMARY

» Efgartigimod is an IgG1 antibody Fc fragment that has been engineered for increased affinity to FcRn compared to Efficacy data from participants with AChR-Ab- gMG in the following clinical trials were pooled
endogenous IgG, and is uniquely composed of the only part of the IgG antibody that normally binds FcRn' Efgartigimod IV

= Efgartigimod selectively reduces IgG by blocking FcRn-mediated IgG recycling without impacting antibody production or other
parts of the immune system, and does not decrease albumin?-?

» Efgartigimod PH20 SC is a coformulation of efgartigimod and recombinant human hyaluronidase PH20 (rHuPH20), which
allows for rapid SC administration of larger volumes#*»

& Patients with AChR-Ab- gMG have a high unmet clinical need and have historically
been excluded from clinical trials
0 Long-term, OLE ”I

Q Efgartigimod 10 mg/kg IV Qagegpt" @ Both IV and SC efgartigimod were well tolerated in participants with AChR-Ab- gMG
in ADAPT/ADAPT+ and ADAPT-SC/ADAPT-SC+, with no new safety signals observed
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(CIinicaI Challenges in the Management\
of AChR-Ab- gMG

» AChR-Ab- gMG affects a heterogenous and

Efgartigimod Mechanism of Action: Blocking FCcRn

@ Study duration: <3 years

& Efgartigimod: n=145

Study duration: 26 weeks

Efgartigimod and IgG

Efgartigimod: n=84
are internalized®

Be O

f potentially difficult to diagnose and treat patient ety s Improvements in MG-ADL were seen consistently at Week 3 in participants with
Efgartigimod competes with population with high unmet clinical need who o . Abh- :
O e L e | ‘ have historically been excluded from Efgartigimod PH20 SC AChR-Ab- gMG across multiple cycles

o Farit clinical trials27-° Phase 3. randomized !

Unbound IgG enters the ,_ e = Participants with AChR-Ab- gMG were included @ | [isc o rarcorizes | [ |, i @@ Long-term, OLE ) |’ . . . . .

lysosomal degradation pathway'® (@SSR .. "W\, & in recent efgartigimod clinical trials. In this study, b : d IV and SC efgartigimod led to clinically meaningful improvements in MG-ADL for

- V AN WY Ayt data from these participants is pooled to describe Efgartigimod 10 mg/kg IV : Efgartigimod PH20 SC 1000 mg QO0Q Ci i -Ab- i iavi

Efgartigimod and fewer , ICl 1S P! | é = participants with AChR-Ab- gMG, with some achieving MSE across cycles

IgGs are recycled back | the efficacy of efgartigimod in this population Efgartigimod PH20 SC 1000 mg g%@lsstgiggy : R S?[}ﬁ‘y

into the bloodstream’ L = The Phase 3 ADAPT SERON clinical trial : : Study duration:

. : y duration: <3 years
. o ' (NCT06298552) is currently underway to (® study duration: 10 weeks ! & . . . .
f) Eartgimod 2 196 autoantivodies evaluate the safety and efficacy of @ Efgartigimod IV: n=55 @ The ADAPT SERON study evaluating the safety and efficacy of efgartigimod IV in
. . . . - = | ai " N= . . - . =P

M 106 antbodies ) FoRo g efgartigimod IV in patients with AChR-Ab- gMG y @ Efgartigimod PH20 SC: n=55 @l Efgartigimod PH20 SC: n=179 patients with AChR-Ab- gMG is actively recruiting

RESULTS

Figure 3. Clinically Meaningful Improvement (Decrease of 22 in

Table 1. Baseline Demographics and Disease Characteristics
Overall and AChR-Ab- Pooled Populations

Figure 2. Mean Change From Cycle Baseline in MG-ADL at Week 3 by Cycle

Figure 1. Pooled AChR-Ab- Participant Population Disposition Pooled AChR-Ab- Population

MG-ADL Total Score) at Week 3 by Cycle
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