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INTRODUCTION

Classical view on pan-lysyl oxidase inhibitor amsulostat:
Stopping of collagen cross-link formation
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Oxidation (Green) occurs in domains involved in
receptor dimerization (Blue) and ligand binding (Brown)

Lysyl oxidase inhibitor reduces PDGFR total
concentration after activation

The aim of this study was to interrogate the
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Amsulostat inhibition of growth factor oxidation is independent
of the substrate and similar to lysine-like molecules.
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To explore the impact of lysyl oxidases on osteoblast signaling, the human
osteosarcoma cell line MG-63, which displays osteoblast-like characteristics,
was chosen as it expresses PDGFR a and B. As MG-63 cells secrete low
amounts of lysyl oxidases, they were cultured in the presencanf amsulostat.
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PDGFR AND MYELOFIBROSIS VEGFR2 - OXIDATION CONCLUSIONS
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» All tested lysyl oxidases (LOX, LOXLI, LOXL2) including human native enzymes are able to oxidise
lysines to allysines at growth factor receptors (PDGFRa, PDGFRB, VEGFR2, EGFR).
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