Bz C-19

HEMREMHBEWRRRBRES

HPREES - 14401
HMERIER : BEFHAE B
IR HEARS : 2009~2010
SEREES 0 21791447
MEREL (F130

WrRRER (EX)

Rk 23 42 5 A 23 HEE

FEARFE 2 /X0 DRIE & EFHEREREDER

Identification of intracel lular factors involved in the prevention

of arrhythmias induced by volatile anesthetics.
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Activation of pertussis toxin—sensitive G protein, phosphatidylinositol

3-kinase—Akt—GSK3 * signaling pathway and endogenous nitric oxide may be involved in

prevention of adrenaline—induced arrhythmias during halothane anesthesia.
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