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A Soluble Fragment of Neural Agrin for the
Treatment of Neurogenic Sarcopenia
Inac�va�on of agrin by neurotrypsin leads to agrin fragment which can be used
as a biomarker for this subtype of neurogenic sarcopenia
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About LMU Munich

Ludwig-Maximilians-Universität München is the University in the heart of Munich. LMU is recognized
as one of Europe’s premier academic and research ins�tu�ons. The LMU Munich community is
engaged in genera�ng new knowledge for the benefit of society at large.



Background

Sarcopenia, the age-associated loss of muscle mass and physical performance, is a great challenge for the affected

pa�ent and society as a whole. Un�l today, no pharmacological therapy for sarcopenia is available. A high protein

diet and physical exercise are recommended. The causes for sarcopenia are mul�factorial. One reason is the loss

of motoneurons and the degenera�on of the neuromuscular junc�on (NMJ) with the consecu�ve atrophy of the

corresponding muscle fibers. The proteoglycan agrin is responsible for the stability of the NMJ.

Tech Overview

Inac�va�on of agrin by neurotrypsin leads to a 22kDa large c-terminal agrin fragment (CAF) which can be used as

a biomarker for this subtype of neurogenic sarcopenia. This inac�va�on of agrin leads to sarcopenia in a

neurotrypsin overexpressing mouse model. Injec�on of neural agrin improves muscle pathology in the animal

model. Neural agrin (NT-1654) is now also tested successfully in spinal muscular atrophy in mice.

The aim of the project is to establish CAF as a biomarker for neurogenic sarcopenia and to develop the soluble

fragment of neural agrin further for the treatment of neurogenic sarcopenia.
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Stage of Development

PoC: Injec�on of neural agrin improves muscle pathology in animal model.



The current an�body in the ELISA for the iden�fica�on of neuronal CAF is not specific enough. Currently a new

more specific an�body is tested.

Benefits

Easy diagnosis of a subtype of neurogenic sarcopenia

First therapy for neurogenic sarcopenia

Applica�ons

Diagnosis and treatment of a subtype of neurogenic sarcopenia

Opportunity

Searching a Partner for the establishment of CAF as a biomarker for neurogenic sarcopenia and the further

development of the soluble fragment of neural agrin in the treatment of neurogenic sarcopenia.
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