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The Study of Nutritional Intervention in Comprehensive
Treatment of Patients with IGT

WU Xiu— ping, TIAN Min
The Furst Affiliated Hospital, Harbin Medical University, Harbin 150001, Heilongjiang, China
ABSTRACT Objective: To investigate the effects of nutritional intervention(ND) on the glucolipid metabolisn and insuline level in pa-
tients with impaired glucose tolerance (IGT). Methods. 142 patients with IGT were screened out of high 1isk group by epidemiological investiga-
tion and oral glucose tolerance test(OGTT) means and randomized into control group(n=64) and NI group(n="78). The NI group was instmuct-
ed and educated comectly by nutrtionist in the diet for 1.5 years while the control group without any instruction and education. Before and after
the nutrition treatment FPG (fasting plasma glucose), 2hpg(2— hour plasma glucose), Ins(Insuline) and IRICinsuline resistance index) in the
two groups were examined. Results; The bmi(body mass index), FPG, Ins and IRI in NI group were obviously lower than those in the control
group(p<_0.01), only 2 cases became Diabetes Mellitus( DM); while there was no significant difference in the control group but 6 cases with
DM. There was statistical significance in sickness rates of DM in the o groups by t test(p<"0.05). Conclusion; NI plays an important wle
in improving the glucolipid metabolism and insuline resistance of the patients with IGT.
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