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{H #®(Purpose))
Although many in vitro studies demonstrated that thiopental sodium (TPS) is a promising neuroprotective agent, clinical attempts
to use TPS showed mainly unsatisfactory results. We investigated the neuroprotective effects of TPS against hypoxic insulis (HI),

and the responses of the neurons to L-glutamate and acetylcholine application,

(7 72 5 TMZ B (Methods/Results))
Neurons prepared from E17 Wistar rats were used afier 2 weeks in culture. The neurons were exposed 1o 12-h HI with or without
TPS. Hl-induced neurotoxicity was evaluated morphelogically. Moreover, we investigated the dynamics of the free intracellufar
calcium ([Ca®]i) in the surviving neurens after HI with or without TPS pretreatment following the application of
neurotransimitiers.
TPS was neuroprotective against HI according to the morphological examinations (0.73 £ 0.06 vs. 0.52 £0.07, P = 0.04). While
the response to L-glutamate was maintained (0.89 = 0.08 vs. 1.02 + (.09, P = 0.60), the [Ca*']i response to acetylcholine was
notably impaired {0.59 4 0.02 vs, 0.94 £ 0.04, P < 0.01).

{#  {5(Conclusion)]
Though TPS to cortical culiures was neuroprotective against HI morphologically, the [Ca**]i response not 1o L-glutamate bul to
acetylcholine was impaired. This may partially explain the inconsistent results regarding the neuroprotective effects of TPS

between experimental studies and clinical settings.




[Format-H07]

MXEEORROEG RN E Y F

(HIHRB) FH O AFE

(i) % %

T OB KRKEEE g}% \@3)7 ]@’\;\ i

BB KRS % R /%\ ’,ﬁ‘\
BOE ARASHE %JL %

FROCIE A IE M

mXBEDOHROES

FANE—=NFMUDL (1PS) EOARMBEEEDEOBIRFESET, /2 VitroRBTIREE R MRS IC N Y
DREEAVZERESNTNDY, BETOMBERRE S LTOBATET L bisRaE R s T, 7
METHES v P\ﬁ(ﬂiﬁ&ﬁ?’?%ﬁiﬂﬂﬂ&%@?ﬂ?ﬂﬁi‘%%L?T:ﬁé@:TPST"“f?:%ﬁéﬂt%&@i%ﬂﬁéﬁ?ﬁwiﬁﬂﬂﬂﬂtﬁ{AT, B
RBLEFIZCar APV E2MBTY NS I VB Gl ETEFINTY > (Ch) KT 2 RS &Mk,

TEREESR THIPSIIMERMER 2R LA, Cat AP TRONERS L THEREZRDAMo=H, AChEE
595 CEERREE LB THTIPSOBSIZBREAR < REAET L. RERREZEZOORMSICIIBEE L Tian
A3, TPSREE T T LAChIC L BCa" DFAIMBRIE S 1T, ACHEES T 5L+ TE MR FERE T TIHEE ST, TPSOR
HE R R DRI EMSR I & e

AEWMXEWL (BES) ORUBEIETIEELD.




