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Loss of function mutations in the GALNT3 gene result in under-glycosylation and subsequent
proteolysis of FGF23, leading to hyperostosis-hyperphosphatemia syndrome or tumoral
calcinosis. Using Galnt3 null (") mice, we corroborated the roles of GALNT3 in the maintenance
of active FGF23, thus in Pi homeostasis and we analyzed its functions in bone and testis
biology. We found that Galnt3" mice had increased bone volume and a trabecular bone with
cartilage inclusions, despite the facts that osteoblast differentiation and osteoclast activity were
normal. GALNT3 is also important for sperm production and maturation, as evidenced by the
apoptosis seen in the epydimis of the Galnt3" mice.
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