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[Abstract]

Platelet-derived growth factor-BB (PDGF-BB) is known to enhance cell division of smooth muscle cells,
contributing to the development of atherosclerosis. Recently, we found PDGF-BB induces delayed and chronic
vasoconstriction of cerebral arteries in a volume dependent manner in rabbits, which mimics cerebral vasospasm
after subarachnoid hemorrhage (SAH). ©PDGEF-BB can be detected in the CSF after SAH, of which concentration
is significantly high in patients with delayed ischemic neurological deficit (DIND). @ Intracisternal infusion of
PDGF-BB induces delayed and chronic vasoconstriction. @The selective antagonist of PDGF-BB can prevent the
development of cerebral vasospasm after SAH in rabbits. @The f receptor specific for PDGF-BB is upregulated
in the arterial walls after SAH. And PDGF-BB, at the concentration only ten times higher than that observed in
SAH patients complicated with DIND, causes vasoconstriction for cerebral arteries. (®The density of PDGF-BB
immunoreactivity in the vascular smooth muscle cells and endothelial cells correlates well with the severity of
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cerebral vasospasm. Given above, PDGF-BB, secreted in and around arterial walls to heal injured tissues after SAH,

is considered a spasmogenic factor.
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Effecct of intrathecal PDGF-BB
on the vascular tone of rabbit basilar
arteries visualized by repeated angiography.
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Effects of Trapidil (continuous i. v. for 2 days)
on cerebral vasospasm in rabbits
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