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New Perspectives of Vitamin D Analogues

In Clinical Therapy

Shyang-Hwa Ferng
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Taipei, Taiwan

The treatment of secondary hyperparathyroidism has changed significantly over the
last 5 years, but no definite change in clinical field was noted, especially in Taiwan.

Recent studies have concentrated on bone integrity and cardiac status as conditions



that require adequate management to improve patient care and outcomes in chronic
dialysis population. Additionally, new developments in therapies for secondary
hyperparathyroidism, including noncalcemic phosphate binders and vitamin D
analogues, provided superior management for both the bone health and cardiovascular
perspectives. Numerous analogues have been studied and developed. This review
provides review of vitamin D analogues along with their specific therapeutic uses.
The breadth and magnitude of activities of these vitamin D analogues suggest
potential therapeutic applications for the treatment of several diseases and disorders,
including hyperproliferative diseases, immune dysfunction, endocrine disorders, and
metabolic bone diseases. Newly developed vitamin D analogues with lower calcemic
activity have been shown to retain many therapeutic properties of calcitriol. Several
analogues are currently being tested in preclinical and clinical trials for the treatment
of various types of cancer, osteoporosis, autoimmune disease and transplant rejection.
Understanding how vitamin D exert their selective actions may allow for the
treatment of a wide range of clinical disorders in the near future. (J Intern Med
Taiwan 2002; 13:167-174)



