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Changes uf serum ostevcalcin in patients with diabetic nephrupathy

Hu Zhacheng.Zhang Hongne and Man Tengshu
Department of Endocrinolugy«People’s Hospital, Bejing Medical University .Beijing 100044 ,China

Abstract The complication of bone mass loss has been observed in diabetes .bowever ,the etiology
and pathophysiclogy of diabetic ostenpenia are still unclear. Serum levels of ostoclacin, which is a bio-
chemical maker of bone f[ormation and bone remodeling . were measured in subjecis with diabetes melli-
tus to mvestigate the alteration of calewum/bone metabolism in diabetie nephropathy (DN ). Methods
Serum levels nf ostencalein were measured by radwimmunoassay in 317 patients with diabetes and 60
control subjecrs. The patients with diabetes were divided wnto 5 groups according to the different stages
in diabetic nepbtopathy described by Mogensen. Results: Serum levels of osteocalcin were significantly
lower 10 groups of diaberic parients than mn the control group (4, 01 vs 5, 48ng/ml, P<C0. 001). Serum
levels of osteocalein were gradually decreased with advancing srages nf diabetic nephbropathy (4.19,
4. 3543, 47.3. 30.3. 74ng/ml»,but the osteccalcin in group O (renal falure ywere not lower than 1o group
3 (incipient DN and group 4 ¢uvert DN ). Conclusivn : The decrease of serum osteocalin levels suggest
that osteoblust function s significantly decreased in diabetic patients. In diabetic patients with microvas-
cular complications . serumn nsteccalcin levels decrease significantly with increasing albuminuria excre-
tion. The fact that serum osteocalen levels are not lnwer 1o diabetic patients with renal function failure
is attributed to the secondary hyperparathyroidism and increased rate of bone rurnover,
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