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MR OBEE (3530) © In a hypothalamic neuronal cell line, GT1-7 cells, AF5q31 specifically
increased the expression of AMPKa2 subunit at the transcriptional level. In addition, AF5q31
activated AMPK signal pathway by a novel mechanism, which is independent of AMPKa
phosphorylation. AF5q31*" mice exhibited the disturbance of both HPA axis and glucose metabolism,
which are observed in the patients with anorexia nervosa. Thus, AF5q31*" mice provide a unique
mouse model of anorexia nervosa.
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