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Abstract BMC and BMD. the serum levels of Ca. P, AKP, GLU. FRM and INS, the urinary lev-
els of Ca, Cr and Hyp from 16 patients with NIDDM (made 25, female 21, age 51. 5 7. 5yrs} and 46
age-and sex-matched controls were measured. The results showed that the BMC and BMD from the dia-
betics+ both males and females. reduced compared with those from the controls- The serum Ca and P
were normal i both groups. These indicate that the decrease in BMC and BMD from the diabetics may
result from nstenporosis rather than osteomalacia. Uca/Ucr o the diabetic group was significantly high-
er than that in the conerol 41102340, 21ws 0. 14 £ 0. 08, P<C0.05), and positively correlated with the
concencrations of blood gluco~e and FRM (r=0. 32 and 0. 41. P<C0. 05). indicating that bone loss in di-
aberics relate to hypetealcinuria- Osmotie diuresis caused by hyperglycemia may be one of the major fac-
tors for hypercalcinuria. Good control of hyperglycemia. therefore, will decrease calcium and phospho-
rus lpss from urine and prevent astecporosis m the patients with NIDDM. The results .also. showed
that the BMD from the diabetics had no correlation wich the levels of BGs (r=0. 19, P.>0.05), and had
negative correlation with che levels of FRM (r=—0. 28, P<C0. 05), positive correlation with the levels
of FINS (r=0. 20, P2 (. 03). The results indicate that the impaired ability of insulin secretion of B cells
and poor control of hyperglycemia may be responsible for the bone mass loss. suggesting pptimal diabet-
ic control, especially adequate insulin administrition . is certainly beneficial for nstenporosis in patients
with NIDDM.
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