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Vasoprotective effects of nesfatin-1

Mori, Yusaku

3,200,000

-1
-1

Nesfatin-1 is a novel anorexic peptide hormone that also induces direct
cardiovascular actions. However, it is unclear whether nesfatin-1 can be a therapeutic target for
the treatment with cardiovascular diseases because both beneficial and harmful cardiovascular
effects of nesfatin-1 are reported in animal models. Here, we evaluated the vasoprotective and
vasopressor effects of nesfatin-1 at different doses in mouse models of femoral artery wire injury.
Compared with vehicle, nesfatin-1 treatments at 2.0 and 10 p g/kg/day elevated plasma nesfatin-1
levels with no changes in systolic blood pressure. Furthermore, these treatments reduced neointimal
hyperplasia without inducing undesirable remodeling in injured arteries. In mice with transgene
nucleobindin-2, which is a precursor of nesfatin-1, neointimal area was also lower than those
observed in littermate controls. Our findings indicate that nesfatin-1 can be a therapeutic target
for improved treatment of peripheral artery disease.
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