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INTRODUCTION AND RESEARCH GOAL

Spreading depolarization (SD) is a transient, intense cellular depolarization, that propagates slowly (2-6mm/min) across the cerebral grey matter. Typical electrophysiological features of SD are a large negative shift of the slow electrical or DC potential, and silencing of
spontaneous cortical activity (spreading depression). The near complete depolarization of neural and glial cells consume energy, generating an increased metabolic need for ATP and glucose. SD-s are accompanied by typical cerebral blood flow (CBF) changes, which restore
the normal metabolic state. The SD-related CBF response is composed of at least three distinct elements: a profound hiperemia is preceded by an early vasoconstriction, and followed by a long lasting oligemia. In cerebral ischemia, the SD-related CBF response becomes
atypical, which may exacerbate the ischemic damage. The inconsistent kinetics of the SD-related CBF response during ischemia makes the identification of the underlying mechanisms difficult. Our aim was to create SD-related CBF responses with a reliably reproducible
kinetics during ischemia in the rat brain, as compared with the non-ischemic SDs.
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