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Cortical spreading depolarization (CSD) is a depolarization of the wave of
neuron and glial cells that slowly propagate in the gray matter. CSD develops after subarachnoid
hemorrhage and is supposed as one of the mechanisms of brain damage. Because increase in
intracranial pressure (ICP) frequently occurs after subarachnoid hemorrhage, we studied the effects
of intracranial hypertension on CSD. Increase in ICP caused the failure of demand-supply balance of
cerebral blood flow and brain metabolisms. From our results, CSD occurrence under high ICP condition

may contributed to brain damage.
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* SD was triggered by application of 1M KCI through a cotton ball on the brain
surface.

* [Glc]b, [Lac]b and PbtO2 was monitored by biosensors for [Glc]b and [Lac]b
or a PbtO2 sensor.

* Afterinitial SD was observed, triggering SD was stopped by wash the brain
surface with saline.
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Control ICP50/CPP30 ICP50/CPP70
(ICP10/CPP70)
Number of SD (/60m) 7.2%£2.8 5.2=*x1.3 7.0%£0.7
Duration (sec) 24.8%£3.3 44.2+10.2* 22.0%£5.2
Amplitude (mV) 493.3%30.8 425.1%47. 4 475.0%x101. 1
Spreading Speed (mm/min) | 3.17+0.3 2.94+0.3 3.24+0.3
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