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Maintains Calcium Homeostasis Without Deleterious Effects on Bone
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BACKGROUND RESULTS
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In C1, the majority of patients remained at dose 20ug, only
a few had their dose titrated up to 60ug. In C2, the majority CONCLUSION
of patients were rapidly titrated to 20ug and then up to
80ug. The collective data from NHP, HV and cHP patients do not suggest that eneboparatide induces net bone loss. Further, treatment of HV with eneboparatide promotes renal capacity to reabsorb filtered calcium as serum calcium increases, while in cHP

patients, eneboparatide restores normal renal calcium reabsorption. Eneboparatide-stimulated renal conversion of 25(OH) vit D to 1,25(OH) vit D allows continued intestinal Ca absorption despite the removal of supplements. These data suggest that
restoration of Ca homeostasis with eneboparatide in cHP is likely due to a sustained effect on renal calcium reabsorption and intestinal calcium uptake without deleterious effects on bone.

sCa, 1,25(0OH) vit D, bone biomarkers, 24hr-uCa and BMD
were measured.
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