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INTRODUCTION METHODS SUMMARY
Efgartigimod IV

» Efgartigimod is an IgG1 antibody Fc fragment that has been engineered for increased affinity to FCRn compared with

Efgartigimod competes with endogenous IgG for binding to FcRn?
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= Efgartigimod selectively reduces IgG by blocking FcRn-mediated IgG recycling without impacting antibody production or acebo-controlled, randomized, l ) . -
other parts of the immune system, and does not decrease albumin?-3 Q Phase 3 trial )’I E Q Long-term, OLE )’l been excluded from clinical trials
= Efgartigimod PH20 SC is a coformulation of efgartigimod and recombinant human hyaluronidase PH20 (rHuPH20), OdO t : OdO t"'
which allows for rapid SC administration of larger volumes#° g Efgartigimod 10 mg/kg IV -~ p ! G Efgartigimod 10 mg/kg IV - p
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¥ ] ] ] gravis study : gravis study Both IV and SC efgartigimod were well tolerated in participants with AChR-Ab- gMG
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Improvements in MG-ADL were seen consistently at week 3 in participants with
AChR-Ab- gMG across multiple cycles

Unbound IgG enters the lysosomal degradation pathway?-6

Efgartigimod PH20 SC
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Efgartigimod and fewer IgGs are recycled back into the bloodstream? Phase 3, randomized, .
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“ Efgartigimod &3 19G antibody autoantibody [ ] FeRn IV and SC efgartigimod led to clinically meaningful improvements in MG-ADL for

participants with AChR-Ab- gMG, with some achieving MSE across cycles
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= AChR-Ab- gMG affects a heterogenous patient population that is potentially difficult to diagnose and treat, has a
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RESULTS

Figure 3. Clinically Meaningful Improvement (decrease of 22 in

MG-ADL total score) at Week 3 by Cycle
Pooled AChR-Ab- Population

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
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= Across all participants (N=262) in the pooled population (AChR-Ab+ [n=206]; : .. :
AChR-Ab P _ P ( ) P POP ( | ] Figure 4. Minimal Symptom Expression
-Ab- [n=56]), the total follow-up was 500.4 PY of exposure Table 2. Summary of TEAEs (MG-ADL total score of 0 or 1 at any time during a cycle) by Cycle
= In AChR-Ab+ participants, the total follow-up was 385.5 PY Overall Study Populations AChR-Ab- Population
* In AChR-ADb- participants, the total follow-up was 114.9 PY
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