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WFZER R OBEE (3530) : Brain pericytes are periendothelial accessory structures of the blood-brain
barrier (BBB) and integral members of the neurovascular unit. Although neuron-glial cell interactions
are essential for cerebral functions, an interaction between pericytes and neuron has still unknown. Our
results suggested that pericytes would increase insulin sensitivity and decrease production of AgRP in
hypothalamic neuron through soluble factors under physiological condition. On the other hand, we
demonstrated that BBB permeability was significantly increased at obese mice with impaired glucose
tolerance induced by high-fat diet. TNF-o, which is increased in obesity, induced pericyte-derived
MMP-9, leading to BBB dysfunction. Therefore, pericytes and pericytal MMP-9 may be involved in
BBB dysfunction in and development of obesity.
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