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Functional hypothalamic amenorrhoea
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Effects of cognitive behavioural therapy on functional hypothalamic amenorrhoea
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CRH neurones and fibres
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Effect of icv urocortin-ll on pulsatile LH secretion in the rat
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Effects of the selective type 2 CRF receptor antagonist, astressin,-B, on
restraint stress-induced suppression of LH pulsatile secretion in the rat
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Kisspeptin neurones may act as central processors for relaying signals
to GnRH neurones
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Kisspeptin stimulates the neuroendocrine reproductive axis
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