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Elucidation of the effect of the volatile anesthetics in the mechanism
of the cell death by the myocardial ischemia-reperfusion injury
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Sevoflurane postconditioning reduced the infarct size by induction of autophagy.
expression of LC3—11I and the ratio of LC3-11/1 were significantly increased in sevoflurane
groups. Administration of 3-MA abolished these cardioprotective effects of sevoflurane
groups. Expression of LC3-II and the ratio of LC3-11/I were significantly increased in
POST and POST-L. Administration of 3-MA abolished these cardioprotective effects of POST.
Sevoflurane postconditioning induces autophagy which plays an important role in
cardioprotection against IR.
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VRN Ed A Z & (Kaneda, Inamura et
al. Anesth Analg, 106(1):9-16, 2008) %
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AlZ nitric oxide (NO) F#EA:, protein kinase
C-86 (PKC-6), glycogen synthase kinase
3B (GSK3B), Akt @V b ET 5 =
L (Inamura et al. Anesthesiol 111:
1036-1043, 2009), F7/=EBAR7/L T2k
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ELf21C Akt, ERK OIEMEbLZITL, I A/S—
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N— R AL, O R R T A R
% Z & (Inamura et al. J Anesth 24:215-224,
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LTI —v A, TIRb—VA, —F
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VR, EEEIAREAS S AR i A B[R] 2
DWIRTZ &L A— 77 U—BEEA
Td 5 cathepsinB, beclin-1, LC3-1I/LC3-1
MABIZER L, LHEES A XN 2
&, FETHR M=V ARELTHOITK L
F— 77 —=NENT L ERLT
(Yan et al. Proc Natl Acad Sci 2005).
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& Yuan BIXT AR b— ARENIHE ST
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(Huang et al. Am J Physiol 298:H570-579,
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Table 1. Hemodynamic Variables
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