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WFZER R OME (Fa30) : [2008 4EJE] control #E& 3.9% BRI/ L v OFHIEDEN
282D 6 BEE Z ik U7, S BRI 2 IR AR ES K OVERET IR R )R o0 38 A IRe ] 35
LY I/R (infarct size/area at risk) ICABEEITBD N7, SRIOFERICE
WCERIL L7 i L 0 8-0HdG ™ 2 JI7E L7z 23 SR C > > 72, [2009 4] control
BE, k/x B FERZLLU% 0.5% . 1.0% . 1.5% . 2.0% Fifkh LIoftE 2tk
L7z, 1.0% &EFECBNT I/R OR/NIRMEO N, BERTLL 2 1.0 % OFf
e 513 8-0HdG * D FEAEN I & 7=, [2008] We compared 3.9% sevoflurane exposure
groups 1n six different manners of administration with control group. There were no
significant differences in duration of arrhythmias during myocardial ischemia and
reperfusion and I/R (infarct size /area at risk) among seven groups. Although we
measured 8-OHdG "in the blood, we could not detect it.

[2009] We compared continuous sevoflurane exposure groups in four different
concentrations (0.5 %, 1.0%, 1.5%, 2.0%) under k/x anesthesia with control group. I/R
(infarct size /area at risk) was reduced in a 1.0% sevoflurane exposure group. 1.0%
continuous sevoflurane exposure depressed production of 8-OHdG ".
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FBE(S 1.0 BE). 1.5 %R CHELIZBE (S
1.5%), 2.0 % JEETHRELIZHE(S 2.0 BF)
\ZENENEREEL 50T, SO0 MPR#
DIFENDERT L v D/ NEEE D ¥ 57
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