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Effect of life— style combined with miglitol on treating the patients with impaired glucose tolerance 7ZHANG
Xianzhong, CHEN Xuanqin. Department of Endocrinology , Xinchang People’s Hospital , Xinchang 312500, China

[Abstract] Objective To observe and analyze the influence of lifestyle combined with miglitol on glucose metabolism,
inflammatory factors, conversion rate and incidence of cardiovascular events in patients with impaired glucose tolerance.
Methods Totally 258 patients with impaired glucose tolerance were randomized into lifestyle intervention group (group A),
miglitol treatment group (group B) and lifestyle combined with miglitol group (group C) according to the random number
method, with 86 patients in each group. The levels of fasting plasma glucose (FPG) ,2 h postprandial glucose (2 hPG) ,
triglyceride (TG) , interleukin—6 (IL.-6) , tumor necrosis TNF—a, hsCRP, carotid intima—media thickness (IMT) , carotid-
femoral artery pulse wave velocity (CF—=PWV) and flow—mediated diastolic function (FMD) were detected and compared.
Results After intervention, the levels of FPG, 2 hPG, TG, IL-6, TNF-a, hsCRP, IMT and CF-PWV in group C were
significantly lower than those in group A and group B (1 =2.56,4.64,4.03,3.04,4.20, 1.66,8.57,3.38,5.47,2.73,5.09,
1.99,4.82,3.25,5.47,2.12,P<0.05) , but the level of FMD was significantly higher than group A and group B (t=-4.44,
-2.26,P<0.05). Diabetes mellitus conversion rate of group C was significantly lower than the group A (x* = 6.34,P<0.05),
but there was not significantly different between the group C and group B (x* = 0.45, P>0.05). The incidence of
cardiovascular events of group C was significantly lower than that of the group A (x’= 7.16, P<<0.05) , but when comparing
with the group B, the difference was not statistically

DOI:10.13558/j.cnki.issn1672-3686.2018.03.011 significant (x’=2.08, P>0.05).Conclusion Interventions
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WAl reduce diabetes conversion in patients with impaired
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glucose tolerance, and improve the level of inflammatory cytokines and vascular function in patients with impaired glucose

tolerance , which can effectively prevent the occurrence of diabetes.
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