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In the present study, we established the intracranial artery injury model in mice. The
temporal profile of remodeling was as follows: neointimal formation was grown from 28
days after injury; re-endothelialization was started from day 7; inflammatory cells
were observed from day 7 in the adventitia. These processes of remodeling were quite
different from those in extracranial arteries. Using this model, we examined whether
dyslipidemia had influences on the process of remodeling. To demonstrate it, Lp(a)
transgenic mice, which showed high serum Lp(a) level, were exposed to the injury
model. Unexpectedly, the extent of neointimal formation and the rate of
re-endothelialization were not different between the groups. From the viewpoints,
Lp(a) level might have no influences on remodeling after the injury in intracranial
arteries.
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Present model Femoral or Carotid*
Neointimal hyperplasia Vs [328—D566 —D26—-DE6
Re-andothelialization —14-D28-D66 D3—-D28
Loss of aSMA positive cells 100% 60-70%
Inflammatory cells D7-D66 D1— D28
Adventitia Neointima, madia,
Adventitia
Response to rapamycin Yes Yes

*previous studies in rats and mice
Sata et al., J Mol Cell Cardiol 2000: Viswanathan et al.. Peptides

1997: Rubin et al, Int J Radiat Oncol Biol Phys 1998: Kudijashova et al..
Histochem Cel} Biel 2002; Liu st al.. JCI 2000
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