Being overweight during the peripubertal period modifies the

hypothalamic metabolic response to leptin in female rats
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On the day of birth Wistar rats were arranged into litters of 4
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ffected bv NO leotin treat t Figure 1. Effects of acute leptin (LEP) treatment or vehicle (VHC) on the activation of intracellular signaling pathways
altected by or leptin treatment. and neuropeptide expression in the hypothalamus and gonadotropin expression in the pituitary.

There is an increased response of metabolic neuropeptide systems in overweight peripubertal female rats to an acute rise in

leptin levels. However, leptin induced no changes in reproductive neuropeptides in control or overweight rats. Thus, during the

peripubertal period the response of hypothalamic neuronal systems may be differentially affected by changes in leptin.




