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Discussion on the Clinical Diagnose of Steroid—Induced Diabetes Mellitus and the Related Risk

Factors in Patients with Rheumatic Disease
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(Abstract] Objective To study the frequency of steroid—induced diabetes mellitus  (SDM) and the related risk factors in
patients with rheumatic disease who receive high doses of steroids. Methods A retrospective study was used for 55 patients
with rheumatic disease treated in our hospital. The patients were orally taken prednisolone 30-60 mg/day after breakfast and
the therapy course was for more than 2 weeks. Glucose concentrations (hereafter Glu), as the SDM diagnostic basis,
were detected for 6 times in each day, i.e. immediately before and 2 hours after each meal. The patients were assigned into
two groups: SDM group (33 patients) and non—SDM group (22 patients). Meanwhile their ages, body mass indexes, duration of
therapy, cumulative total and daily doses of prednisolone, triglyceride concentrations and serum cholesterol between two groups
were compared. Results The concentration of 2-hour blood glucose after lunch of SDM group was greater than or equal to
11.1 mmol/L, the average 13.1mmol/L.. The detection sensitivity of 2-hour glucose after lunch was 100%. Glucose at each

time point in SDM group was higher than that in non-SDM group in each detection (P<0.01). The mean age in SDM group
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was significantly higher than that in non -SDM group (P <0.05). Cholesterol concentration of patients after treated with
prednisolone in SDM group was significantly than that in non—-SDM group (P<0.05). The body mass indexes, cumulative total
and daily doses of prednisolone, and triglyceride between two groups were not statistically different (P>0.05) Conclusion
The detection of 2 —hour glucose after lunch is effective to diagnose SDM in patients with rheumatic disease. High
postprandial hyperglycemia, high age, and high hypercholesterolemia are closely related to the occurrence of SDM in rheumatic
patients
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