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[ Abstract)
prognosis and diabetic high risk factors in people with impaired glucose tolerance (IGT), and to explore the new
Methods

a screen lest of the residents of a community in Shanghai. All the subjects were randomly divided into an intervention

Objective

To observe the effect of long-term, comprehensive community interventions on the
Two hundred subjects with IGT were identified in

model of effective prevention and treatment of diabetes.

group and a control group. After 3 years of community intervention, the changes of FBG, 2hPG, Ins, Tch, TG and

height, weight, waistline, hipline, and blood pressure were measured and compared between the two groups. Re-

sults

the diabetic high risk factors when compared with the subjects in the control group.

After 3 years of community intervention, subjects in the intervention group exhibited a significant reduction in

Conclusion Long-term com-

prehensive community interventions may reduce the high risk factors of people with IGT and improve their prognosis.
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Impaired glucose tolerance;

Community intervention
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