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INTRODUCTION METHODS SUMMARY

Ffgartigimod Mechanism of Action: Blocking FeRn "»)
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Table 1. Baseline Demographics and Disease Characteristics for ADAPT-SC/ADAPT-SC+
Overall Population

Table 2. Summary of TEAEs for ADAPT-SC/ADAPT-SC+

Figure 2. Mean Percent Change From Cycle Baseline in IgG Levels by Bodyweight Quartiles?
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