pensate for severe insulin resistance. Insulin sensitivity index was significantly decreased in
PCOS women compared to normal control and type 2 diabetic patients, and those of type 2 di-
abetic patients were between PCOS's and control's. The subjects with PCOS had more insulin
resistance than other groups. There was no difference among groups in the clinical characteristics
and the metabolic profiles except age, LH, testosterone, and SHBG. Other feature of syndrome X,
such as hypertriglyceridemia, low HDL cholesterol and hypertension were not seen in PCOS.

Above results demonstrate that. insulin resistance, independent of adiposity, is associated with
PCOS.

Conclusion: We conclude that PCOS women and type 2 DM patients have significant insulin
resistance. Underlying mechanisms of such insulin resistance in PCOS may differ from those as-

sociated with type 2 DM patients. Futher investigations on cellular and molecular mechanisms of
insulin resistance in PCOS is needed.
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