#=X C-19

HrMEEREIEHEARBES

Rk 22 4 5 H 14 BHEHUE

HREE  EFHR (RE—LFY)

FHZTEARS - 2008 ~2009
EEEEE= 20890037
MERES (F1XX)

MEREL (EX)

MERKRE
FE FE3X (NISHIDA HIROFUMI)

FEKRE - KEREZHZTR - XHZE - PE

HEEES 80513043

RRAMAVT42aZ2 T DMIRAY T FIVGE#BORHR

Role of mitochondrial ATP-sensitive K* channel in postconditioning

WFPERRCR O (F130) - B O REICIB VT by R 7ABEICFEET D ATP &Mk
K' (mitoK,;) T R/b & FHEFEREE salvage kinase & FEEL D PI3-kinase (PI3K) 258 B 72 4%
ZH S TWD, AFFETIE, PI3K ZIGMLT 2 BEEESTTF K, 7 1LY 2 {0 TEIEPR
A RaLF 4 v a =2 2008 5 nitoky, T+ 3B A & PISKIEHEALA 7 7 2 h—2 137
MNELTA LU, dual mode TOMFRED AT = A L& LTEHWTWD Z & AP LT,

WFIER R DO (F£3L) : Mitochondrial ATP-sensitive K' (mitoK,,) channel in cardiac
myocytes and phosphatidylinositol 3-kinase (PI3K) which is one of the pro-survival

kinases play key roles in cardioprotection.

This study clarified that PI3K is not linked

to mitoK,, channels although ghrelin treatment at reperfusion reduces infarct size via
both mitoK,; channel activation and a PI3K-mediated pathway.
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FEFE AT /2 FEBRHE (LVDP) J6 X ONLMA
. BRWAES (+dP/dt,,,) IEEBECHEZ
X ho T (R 12, PR 2 R O
£ XT A —H —TIE control FEIZELL T
ghrelin BECITAEIZ LVDP 3 X U+dP/dt,,,
DUEERDT-, T ghrelin | L HHEFEL
Eh % 5HD, chelerythrine. LY294002 #
FlZX v mZalziibidaniz (& 1,
PLEDZ Lt BEEEHEICHB W TS ghrelin
VR I P RE PR B L L CERGERIC@ < 2
&R ST,
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Before Ischemia After Reperfusion

Heart Rate LVDP  +dP/dl,, HeartRate LVOP  +dPfdt .

Study Groups n_beats/min_mmHg mmHg/s _ beats/min__mmHg mmHa/ls
Control 6 167 t3 95+t 4 1764+ 07 175£17 31 £ 3 700+ 65
Ghrelin (0.3 nM) 6 150+ 4 99+ 5 1805+ 113 140+ 8 39+ 4 874+ 00
Ghrelin (1 nM) 6 170+ 9 94+ 4 1803+ 95 179+ 9 47 £ 7% 972+ 197
Ghrelin (3 nM) 6 179t 8 843 18311 111 175 £ 17 48 £ 3% 1144 = 91*
Ghrelin + 5HD 6 182+8 96+ 4 1988+ 73 186+ 11 36 L6 805+ 141
Ghrelin + CHE 6 177 £7 93+2 1936+ 105 186+ 8 36+ 8 904+ 127
Ghrelin+LY294002 6 183 +6 9514 1975+ 126 225+ 16 33 £ 6 763 & 133

Values are mean = S.E.M. *P <0.05vs Control
5HD: 5-hydroxydecanoate , CHE: che\erylnnne
LVDP: left ventricular developed pre +dP/dt, .., rate of contraction.
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