Mutations in LAMAS disrupts a skeletal noncanonical focal adhesion pathway and
produces a distinct bent bone dysplasia
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LAMAS has an important role in skeletogenesis and its mutations cause a distinctive skeletal dysplasia lvan Duran: University of Malaga. ilduran@uma.es
Deborah Krakow: University of California Los Angeles dkrakow@ mednet.ucla.edu

These results define a new pathway for skeletogenesis involving LAMAS-Integrins-PYK2 and FYN
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