
IgG autoantibodies cause unpredictable and 
fluctuating muscle weakness, which 
profoundly impacts patients’ lives, even on 
standard therapies1–10,*

Efgartigimod     is indicated in the EU as an add-on to standard therapy for adult patients with gMG who are AChR antibody-positive. Prescribing information 
can be found here. Adverse event reporting details can be found here. The publication of this promotional infographic was supported and funded by argenx. 
This content is intended for healthcare professionals outside the US only.
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Figure adapted from Wolfe GI, et al. J Neurol Sci. 2021;430:118074 (CC BY 4.0).

IgG autoantibody 
cross-linking of AChR 
leads to the 
internalization and 
degradation of AChR5,11

IgG autoantibody 
binding to AChR creates 
a functional blockade, 
preventing binding of 
acetylcholine5,11

Fc-fragment natural† 

binding to FcRn

Fab binding to FcRn

Efgartigimod (Fc-fragment) 

FcRn
FcRn

Albumin

Full-length IgG FcRn blockers

gMG is a rare, chronic, IgG-mediated autoimmune neuromuscular disease1–7

Efgartigimod targets FcRn, resulting in the reduction of circulating IgG 
antibodies, including AChR autoantibodies14,17,24-28

Benefits of precision

Efgartigimod has been engineered for natural†, high-affinity binding to FcRn27-29
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Extracellular

IgG autoantibodies drive pathogenesis in AChR antibody–positive gMG 
through three mechanisms5,11
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Evolution of treatment options for gMG

Blocks FcRn 
Efgartigimod outcompetes IgG 
antibodies, including AChR IgG 
autoantibodies, to bind to 
FcRn, thus blocking FcRn27

Reduces IgG
Unbound IgG antibodies, 
including AChR IgG 
autoantibodies, are then 
degraded in the lysosome27

Restores function
By binding to and blocking 
FcRn, efgartigimod helps 
clear IgG autoantibodies that 
disrupt neurotransmission27,28

Intracellular
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No reduction in albumin or 
increase in cholesterol levels24,27,28,31 

May impact albumin and 
cholesterol levels32

Traditional treatment for gMG includes AChEIs and the off-label use of broad-acting 
immunosuppressants, which can be associated with potential serious adverse events9,19,20
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Efgartigimod is the first and only precision Fc-fragment therapy approved 
to treat adults with AChR antibody-positive gMG.24-27 Efgartigimod helps to 
restore neurotransimission by blocking FcRn-mediated IgG recycling14,17,24-28

Evolution of gMG Therapy: 
From Broader Immunosuppression to Precision Therapy
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Targeted therapies for gMG may reduce the need for broad and unselective 
immunosuppression and improve patients’ ability to perform daily activities14–18
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Precision

Data (references 15 and 16) will be made available by argenx upon request. The illustrations depict cellular processes for visualization purposes and do not fully represent the complete biological situation.

  This medicinal product is subject to additional monitoring. This will allow quick identification of new safety information.24 Healthcare professionals are asked to report any suspected adverse reactions.

*Standard therapies include: AChEI, steroids, NSISTs, or combined therapy.5,6 

†Efgartigimod mimics the binding of the Fc regions of endogenous IgG antibodies to FcRn, retains natural pH-dependent binding, and does not impact FcRn levels.14,28,31

ACh=acetylcholine; AChEI=acetylcholinesterase inhibitor; AChR=acetylcholine receptor; C5i=C5 inhibitor; FcRn=neonatal Fc receptor; gMG=generalized myasthenia gravis; Ig=immunoglobulin; IVIg=intravenous immunoglobulin; 
NMJ=neuromuscular junction; NSIST=non-steroidal immunosuppressive treatment; PLEX=plasma exchange.
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