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1.1.1 [IPostC M & & 4 %  TPostC J& 45 7€ S Il /5
P30 T AT 22 U Y R I P T BE S K 2 B
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FW D AT FEAR L, 10 /30 s Je [/ IF gk 10 A4
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B, AR R RN B B AR HH TR 2R
SR A S H R R AT, Ren %7 K R
Kk v 3y ko i P PR ZE I S #5TE Bl Bk i B e
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Je A/ FF L 6 A B, 45 R R SE R TPostC BE 98 U
AR S A AR TR, LA E S 6
he J5 3 T PR B B, B A Y DR s Gk 2
HZ Ao S8 E & AL R TPostC AJ D)y 4% 21 41 Y
2F 4 5 T R TS AR R (e-PA) S BT i R Il
405 =
1.2 iz 2%k M J5i&E M ( remote ischemic postcondi-
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2.4 Akt/ZE B i# & B ( protein kinase B, PKB)
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B2 AL B c-Jun 2 B U 8 i ( ¢-Jun N-terminal kinase ,
INK) 701 241 i 51 15 5 9 1 9 A ERK1/2 ( extracellular
signal -regulated kinase , ERK ) 2 H 7K 3 i 8 Jn A BH.
8 M B I ( cthe proteinkinases C, §PKC) )34 fi#
R FEAR YA T, LA S 36 hn p-ePKC Ok fie 3E 40 Ml 4E 77 o
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Al 46 T TPostC R ik 2 ¥ T CA L IX bl 28 T Y U]
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24 hHE B i HL ek PostC 3/ P-ERK1/2 78 2 %
R R, K B LS P-ERK /2 #3845 o ke 1fn 453 45
I, BHIE P-ERK1/2 % 335 A B T P 3 5 3 B
F B A5 9 A PR . T Pignataro 4500 BF 5% 2 0
IPostC finsk P-ERK1/2 By ik, {H & P-ERK1/2
B 5t g TPostC iy £/ 47 4 HI JE 3¢ , 1 Al ERK1/2
Y BEL#F R U0126 AN B W PR TPostC (1 4 JHT. X
AT RE 5 A [m] A g e o 4S8 , K% Sk T 12U [
AKX

KT P-ERK1/2 7E 8k 1fi J5 & W b iy A 6 H i
A KA A, P-ERK1/2 J& 75 78 Gl 1M J5 38 PR 7 24
N R HEAE L, RO % 1 88 fUAL Tl 4, ERKT /2
YIS 2 7 H o2 2 B — ) P-ERK1/2 JE =0, H B
PE ey P g 45 AT S BE— B SE . XUE ERK1/2
FA) IV 48 i 5 57 7 ] A B 7 A6 7R HE 2P o 22 R 9
A8 AL RN B AR T AR ], ERKL/2 75 4 22 46 0 /Y
25 8] 43 A1 LA R A B e o J 3 A A R BRI S 3
7 P AP R R e L AR, i DR R,
ML ERK /2 BH i ] 2 75 BEL bR o ke 1fi 3 7 1% i
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2.6 ZEHiHE C (proteinkinases C, PKC)

Shimohata 45" WF 5 2. /% SPKC i 1 F: B0 4l 4E
T2, ePKC I L A2 F #i 22 047 3% " o Gao ™ B 5
KB TPostC R] AE 38 i FH #F SPKC 1Y) 32 fi i 9 /b
HAE AL, [8] 3G i ep XS P-ePKC ) 7K SF- f 820 ik
R i 5
2.7 ATP &2 % $7 5% F i@ & ( KATP)

Lee 2" 317 38 5 95 bt S 385 0 oF MG (ke 1L A1 52 4 4
7 R B = R BB R R A, 0 R AR R 1 Y
KATP j# j& ( mitochondrial ATP-sensitive - potassium
channels , mitoKATP ) #5 & M FH W 7 5-8 5 g ( 5-
hydroxydecanoate , 5-HD ) w] [H Wr H £# 37 1/, & 7~
mitoKATP A f8 2 5 J5 38 W ) #l 28 OR 47 5800 o
2.8 #Z¥FHFEF-xB(NF-xB)

Rehni 45" BF 52 42 W], 1PostC 3 42 i fk i 75 3
TE A7 3 09 i 58 0 A0 w22 D me B B DR RN, 5
NF-«B A 5 B 38 B /9 38006 A ¢, N NF-«B 41l
7 B AR 2 L YRR IR AT LA BH BT BRI 3 A R fR
RO
2.9 {E=|iFHE F-1( hypoxia-inducible factor-1,
HIF-1)

Leconte 45 % BL/IN UM fit J5 18 bl 22 40 M2 75 4
MAEBEGZ 14 h 5, BEAT BET & N BE % 15 S M
ZARAP AR T, R T £ 40 M A= A R B R T R

f19 25 49 BEL i 50 K B 2 R 2R P O — AP B 9 4B s X 4
TS E T A S I NS R, R
HIF -1 g 3 95 (19 40 5 D9 fie 20 40 i A2 e R & 1
Ji A8 Tt 2R ) B R I 3 O 8 O R T
3 RE

U A T LA AR 3 4 D H L E T A
T4 NECHERHE R (H 2 )5 38 1 RE 5 4R 4 K0
PRAPTRONE , AR & #i 2 AT7 J ThRE, 4 T 5 2 At
FEUETE o AR fuf £ e A 52 56 3 AT 5 000 T T e IR AT A
TEAR 22 R b, 5 2 At ) 1) 8 5 284 LT J5 i D
Je T W IR A7 A A S Al BIL ], TPostC 5 e Il 991 3
IO %5 S G R 1 i A2 AL A A SR TR R, 29 A il L S
IPostC. i £ 4 AL il J2 75 A fBL, s 22 5 % A 1 ff
T 5 QX A P 3 AR e (9 A T B 28 B 9 ek
P B 4 i ot ol A Y o S B S S IS o L T T
9 I [0 27 5 D) e a1 A% HP S A L 3 A AT B I K R
HR I8 ) J 3E N 4R A T vk RO I 25 W) AL TPostC,
FEHE— 2L W50 s @ H R kb2 i e i 79 T AR A 1
T E6 7 0 R R N O B R i A E I
1 4 2R 2F 4 3 3 i RS AL R (e-PA) 35 S 10 N
SRR TR T 5 ON O AR B R T Z AL AT
TE 22 5, P N T 75 B LA /0N IR U5 i I # L O T
L T X C-PA TS A ik R i 5 A T AR
VeI 2k — 2B WFHE , TPostC 1E t-PA 75 5 11 ik okt 1M
PR R ] B 4F, R H I — PR R O 5 E
JOE X6 7K AP IR AL R 7 B A i R AP RO, HE R
TPostC J2: 1 X Jay kb i ke it H A7 i 22 4R 7 4F 0, M
it — 5T .
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