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The pathophysiology of polycystic ovarian syndrome (PCOS) is still not fully understood. Dysregulated LH secretion, hyperinsulinemia and hyperandrogenemia are major contributors to the syndrome. Patients with PCOS show an increased amplitude and/or frequency of LH pulses and an enhanced activity of intra-ovarian 17alpha-hydroxylase leading to a tonic LH hypersecretion. The LH peak that induces ovulation is missing. Oligo-/ amenorrhea with anovulation is the sequel. To elucidate whether androgens, insulin and insulin-like growth factor I (IGF-I) contribute to the dysregulation of LH secretion we performed in vitro experiments. In cultured female rat gonadotrophs we investigated the effects of IGF-I, insulin, testosterone (T) and dehydroepiandrosterone (DHEA) on LH secretion. 48 h incubation with T suppressed, whereas IGF-I, DHEA and insulin enhanced LH secretion. Derived from our in-vitro experiments we conclude that LH hypersecretion might be caused by elevated adrenal androgens, IGF-I and Insulin. The ovarian hyperandrogenemia seems to block the mid-cyclic LH peak leading to anovulation and irregular cycles. 




















