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A Clinical Analysis of 53 Patients with Steroid Diabetes Mellitus.  Qiu Jieshan, Hu Zuoxiang, Shen Shuijuan, Li Qinghua, Wang
Shimin. Department of Nephrology, Shaoxing People's Hospital, Zhejiang 312000, China

Abstract Objective To investigate the characteristics of clinical manifestations, blood glucose fluctuations, insulin (INS) release
and C - peptide release of the patients with steroid diabetes mellitus(SDM) , in order to contribute to the early diagnosis and treatment of
SDM. Methods Information of total 53 patients with chronic kidney disease (CKD) who took glucocorticoid ( GC) treatment were col-
lected. The INS and C peptide release tests were done. Results Age and positive family history were the high risk factors inducing the
development of SDM in patients who took the GC treatment. The positive expression of urine glucose and elevated glycosylated hemoglobin
Alc (HbAlc) were helpful for the early diagnosis of SDM. Blood glucose elevated significantly during the period from post — lunch to bed-
time but morning and fasting blood glucose only mildly elevated were the characteristics in patients with SDM. In the group of SDM, INS
and C peptide were lower than the normal control group in 30min and 60min( P <0.01) ,suggesting that there was a considerable or abso-
lute insulin deficiency. In patients with SDM, the peak time of INS and C peptide was significantly delayed( P <0.01) , the levels of INS
and C peptide could not restore to the levels of empty stomach( P <0.05) , suggesting that there was a dysfunction of B — cell and insulin
resistance. Conclusion The vigilance of early diagnosis of SDM should be improved. Relative or absolute deficiency of insulin, islet g —
cell secretary dysfunction and insulin resistance were important mechanisms in the development of SDM.
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