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Effects of comprehensive intervention on impaired glucose regulation combined with metabolic syndrome LI Qian,
ZHU Ai-dong .CHEN Chang-gui L1 Xing-gui s HE Yun .GU Jun-ling s PAN Xue (Department of Infectious Dis-
eases Section sthe Fifth People’s Hospital of Chongqing City ,Chongqing 400062 ,China)

[ Abstract] Objective To analyze the therapeutic effect of comprehensive intervention on impaired glucose reg-
ulation combined with metabolic syndrome. Methods A total of 65 cases with impaired glucose regulation combined
with metabolic syndrome.treated in this hospital during Jun. 2009 and Jun. 2011, were enrolled and treated with the
comprehensive intervention. The changes of physiological and biochemical indexes were evaluated before and after in-
tervention. Results The levels of blood pressure,fast plasma glucose,2 h plasma glucose, triacylglycerol, total cho-
lesterol, fast plasma insulin and HOMA insulin resistance index were decreased obviously after intervention(P<C0.
05) ,the levels of high density lipoprotein-cholesterol increased significantly(P<C0. 05) , while the levels of body mass
index and low density lipoprotein-cholesterol were not statistically different before and after intervention (P>>0. 05).
Conclusion Comprehensive intervention could significantly decrease some cardiovascular risk factors in patients with

impaired glucose regulation combined with metabolic syndrome and could reduce the risks of diabetes mellitus.
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