Opening the fridge never been so difficult: Neuroendocrine pathways that regulates hunger and satiety.
Identification of pharmacological targets against obesity.
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Have you ever wondered why you eat? Although hunger would be the omnipresent answer, we are closely attached to the conditions of our Internal

Milieu. So the correct answer would be “I eat because my energetic deposits are low”. Peripheral and CNS shares information thanks to the presence
of neuropeptides and neurotransmitters. Energetic status, mechanical stomach-related information, nutrients availability and many more trigger
several mechanisms and pathways that regulates hunger and satiety. The central integrator of all this information is the brain. Specifically
hypothalamic and brain stem structures which are able to increase/reduce our food intake, increased/decrease of the energy expenditure. Paying
special attention to our neurologic integrator, | explain the most important regulation tags and point out targets for the treatment of obesity.
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