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Impaired glucose tolerance and coronary heart disease
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[ Abstract] Impaired glucose tolerance (IGT) is closely associated with coronary heart disease (CHD), and significantly affects the

incidence and outcome of CHD. This paper reviewed the definition and status of postprandial blood glucose, its monitoring and

indications. This paper also discussed detection rates of IGT and relevant factors, the harm of IGT on cardiovascular system, and the

intervention measures and effects.
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