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WFFER RO (330) : Cortical spreading depression (CSD) is a transient neuronal and
glial depolarization and disruption of membrane ionic gradients that propagates slowly
across the cerebral cortex. Recent clinical and experimental evidence has implicated CSD
in the pathophysiology of migraines and neuronal injury states. In the current study, we
examined the influence of four different anesthetics (isoflurane, propofol, dexmedetomidine,
pentobarbital) on CSD susceptibility in a KCl-application animal model. We found that
isoflurane and dexmedetomidine significantly suppressed CSD frequency compared to
propofol and pentobarbital. In addition, dexmedetomidine and isoflurane tended to reduce
the propagation speed compared to propofol. These data may help to elucidate the
mechanism of CSD and establish the new therapy for migraine. And our data also suggest
that these anesthetics may be therapeutically beneficial in preventing CSD in diverse
neurovascular disease states.
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1, p<0.05 vs pentobarhital in Zhours. ¥, p<0.01
vs propofol in Zhours.

#, p<0.01 vs pentobarbital in Zhours.

* p<D.01 vs pentobarbital, prapafol in 15t hour.
¢, p<0.05 vs dexmedetomidine in 1# haur.

a, p<0.01 vs propofol in 2™ hour. b, p<0.05 vs
pentobarbital in 2™ hour.

5. ERFERE
(BFgEfEeE . WFFE s K ONEEEAF TR 12
X TFRR)

(Fa¥EL) Gr24)

O LEETHE. FEREYE T KT 25
W B A O 1 F o0 b, 55 89 1] H AR
FHRIE R0 - IS, 2011.10.9,
P E RS, e,

@ Kudo C, Comparative effects of

anesthetics on Cortical Spreading

Depression, XXVth  International

Symposium on Cerebral Blood Flow

and Metabolism and  Function.

2011.5.26, Barcelona, Spain.



6. WFIEHELR

(1) WFgefks

T 48 (CHIHO KUDO)
KBRKF: - 5 R mPe - BhZ
W9EE % B - 20533110




