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HYPOTHALAMIC GRK2, VIA GPR54, MODULATES PUBERTY ONSET
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MATERIALS AND METHODS

The following rat groups were used: 1) vehicle in normal litter; 2) p-ARK1, a canonical GRK2 inhibitor (6,53 nmol). in normal litter; 3) vehicle in large litter
(as model of subnutrition); 4) p ARK-1 (6,53 nmol) in large litter. The animals were treated from postnatal day 25 until sacrifice. Food intake, body
weight, pubertal parameters (vaginal opening and first estrus), uterus and ovary weights and blood samples was evaluated. GRK2 mRNA and protein levels
in hypothalamus were determined by qRT-PCR (MRNA expression) and Western-blot (protein expression). Acute tests were performed by injection ICV of
GRK2 inhibitor or vehicle, 13 h and 1 h, before the injection of Kisspeptin-10 (agonist to GPR54) or Senktide (agonist to NK 3 receptor) and blood

samples were taken at O min (basal), 15 min and 60 min thereafter.
RESULTS
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CONCLUSIONS
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