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Effect of adipokine on feeding behavior of obese adolescents through dopaminergic
reward circuits in the brain
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Feeding behavior independent of hunger and satiety causes maintenance or
exacerbation of obesity. It has been suggested that leptin, an adipokine, and dopamine, a
neurotransmitter, interact in the ventral tegmental area (VTA), which is the origin of the dopaminergic
mesolimbic system and critical for food reward. In the electrophysiological research using mice, we found
the following results; (1) leptin directly inhibited spontaneous activity of VTA dopamine neurons and
attenuated dopamine receptor-mediated effect on these neurons, (2) recovery time from the leptin-induced
direct inhibition of VTA dopamine neurons was negatively correlated with body weight in high fat
diet-induced obese mice.
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