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The clinical observation of bone metabolism in patients with diabetes treated by calcitrol and calcium
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Abstract: Objective

To observate the affect of bone metabolism in patients with diabetes treated by

Calcitrol and Calcium, and illustrate it is important that patients are treated by Calcitrol and Calcium early.
Methods 58 cases with type 2 DM were randomly divided into two groups (the treatment group and the
control group) . The treatment group (28 cases) have been given Calcitrol (0.25 pg/d, Qingdao Haier
Pharmaceutical Co. ; Ltd.) and Calcium (1200 mg,twice/d) except diabetes treatments. The control group
(30 cases) are treated by diabetes treatments only. Results The treatment one was better than control one

in some signs. It had more statistical significance than control one (P <0.05). Conclusion It is important

patients with DM are treated by Calcitrol and Calcium early, because it can improve the bone metabolism and

prewenet diabetic osteoporosis.
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