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Abstract Objective: To investigate the predictors for the long—term remission of type 2 diabetes of short course
induced by means of short—term intensive insulin treatment. Method: 36 cases of diabetic patients with high level
of hyperglycemia and duration no more than 0.5 year received the two-week long intensive insulin treatment.
Remission meant that the diabetic patients should maintain the desired glycaemic control without any hypoglycaemic
agents within one year. Result: The remission rate was up to 80.6% (29/36). The TNF-a at baseline in remission
group was 1.86x1.90ng/L. (n=29), and the level after intensive treatment decreased to 1.39+2.18ng/L,P<0.001. No
significant decrease was observed in mnon-remission group (n=7). ATNF -a level (at baseline minus that after
treatment) was positively correlated with the long—term remission event in Spearman analysis, r=0.428, P=0.010.
Conclusion: The long—term remission can be induced in most newly—diagnosed type 2 diabetic patients. ATNF-a
is the most important predictor for the long—term remission event.
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