(®)
2012 2013

Brain pericytes induce the brain inflammation that derived from chronic peripheral i
nflammation in diabetic mellitus via PAR-1 signal

MACHIDA, Takashi
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matrix metalloproteinase-9

In diabetic mellitus, inflammation is observed in the brain as well as the periphe
ral and contributes to the pathogenesis of diabetic cognitive dysfunction. This study aimed to clarify the
involvement of thrombin-responsive brain pericytes in the progagation mechanism of inflammation from the
peripheral to the brain. Increase the amount of thrombin was observed in the brain of high-fat diet induce
d obesity and glucose-intolerance model mouse. Further, thrombin-treated brain ﬁericytes enhanced the perm
eability of the blood-brain barrier, and released matrix metalloproteinase-9. These results suggest that t
hrombi?:responsive brain pericytes have an important role in the formation of brain inflammation in diabet

ic mellitus.
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