I

BxXc—19

N H |

FIZHREHEEX (RENREHE) HRARBEE
Rk 25 4 5 H 3 HBUE

HEAES : 37116

MEER - EBHEC)

2 EAR - 2008~2012

RREES 20591699

HRFEL (X)) VEETHOZOKNESHEICHTLER VBIELBRCEZS—4 v bC
LT=BIZEDOHR

HZCER /A4 (3 3X) Research for producing therapeutic agents on proteinkinase Cto inhibit
cerebral vasospasm following subarachnoid hemorrhage
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DEFD TR EREST D, MIMEEHHE EOHFIIRHTH 57203, #F%EH O ZivE TOHRfF
72T, IS IR AN AEET B A U U Eefbi%SE ¢ (LLT PKC) NZE DA IZEET 5 2
ENBA SN 57, PKCIZIE 11 FEEE D isoform 2ME(E L. WML SEHER 4 - #EERC B 535
DL PKCa & PKCd TH D Z & ZHFZEE TSN Lz, £ Z CTHiE D PKC ZPET D Z & T
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WA R OMEEE (ZC) @ Cerebral vasospasm following subarachnoid hemorrhage (SAH) is an
important factor to improve prognosis of the SAH patients. The mechanisms of cerebral
vasospasm has still been unknown. PKCa and PKCd are most important candidates to produce
cerebral vasospasm according to our own research results. The aim of this research is
to search an inhibitor on both PKC isoforms and to produce therapeutic agents for
inhibition of cerebral vasospasm. An inhibitor was found through the research, but
production of therapeutic agent has no been available. Insertion of a catheter into
subarachnoid space and continuous administration of the drug is considered to be a
realistic way so far.
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