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Mutations of Endothelin-A receptor (ETAR) is related to mandibulofacial dysostosis (SEEAE BT 2FE).
ET-3
V

2.53 6.32
Y129°°%F 208 K The wild type shows no binding

" affinity to ET-3, while the mutants
basal show increased affinity to ET-3.
x X .‘ - E303K also shows increased
\ \ basal activity.
(CT. Gordon et al., Am J Hum Genet 2015.) E303K Y1 29F

mMETAR was modeled using hETBR (PDBID: 5GLI). MD simulations for the wildtype and mutants in
the lipid bilayer were performed. (WT : 1 ps X3, E303K : 1 ps X3, Y129F : 1 pys X3, intotal >9 ps)
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