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WFIER RO (330) : We identified SLC39A413/ZIP13, TRIP11, CHSTI4, and SMOCI as
novel causative genes for skeletal dysplasias. We defined the spectrum of the diseases
caused by SLC35D1, CANT1, and TRPV4 mutations. By using Zip13, Trip11, and Smocl
mutant mice, we examined the disease-causing mechanisms by respective gene mutations.
These findings should be useful to establish novel strategies for diagnosis and therapy of
skeletal dysplasias.
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