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Pathophysiology of non-obese subjects with impaired glucose tolerance
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The mechanisms of hyperglycemia in non-obese IGT subjects are not fully understood
. In this project, to clarify the pathophysiology in non-obese IGT, we performed glucose clamp and oral gl
ucose tolerance test with double glucose tracer. Our preliminary result suggested that impaired hepatic gl
ucose uptake and insulin resistance in muscle may contribute to hyperglycemia in IGT subjects. Further exp

eriment will be required for confirming these results.
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