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gefifk ATP HRMHBESROFALENRRER

HEKR HE PR KHE FR

1986 4= Murry % 42 tf T 6 ift Hi4b # (ischemia
preconditioning, IPC) fi#& . T MO PR
WEE ERBEA, T B ER/NMEFRLMER,
BB/ B EEOBRENRE, B REOE
k. Gross ZER B LNAME ATP BUREHE
i (ATP-sensitive potassium channel,Kxp) 35T
1PC 0 LR 5 4 B » Kare 3 3E R — 4146 40 O B o
EHSHARABBRRAE—ENEEEE. BEIMIR
N, IPC MK K 0 8% 7T BE R R BLK 1 Kare (mi-
tochondria Karp, mito Kare), IPC 8.0 BE 4R 47 L
FIE A H 2 H mitoKarp I+ 7 » mitoKare B M 2
MEBERNY>TF - RAPERRELSBRLER
Akt M40 B 53 £ B 2B 4k i AR FE BT

1 mitoK, %1

1983 ££,Noma FEREM L ENHEHRAT
X, T RN 38 L BB AL B R A 4k
ZBRT Kaweo 1991 £, Inoue SHAER#REE
EREAREKXRIFARER AR LIELTFE
mitoKarp B IH , I Karp BE> R BB : — B AL
T E A Kare i@ i (surface Karps sKar)s =
B FRBEE L (mitoKarr) .

2 K BIESH

FFEDERRENA Kap RHA M BERHAE
i (inwardly rectified potassium channel, K;) #
ATP 454 %44 (ATP-binding cassette, ABCYA .
MELRBFEE, GHERE Kae Wi, KB 74
T 5% 1% 41 iR » ABC 15, 9% #i R 26 3% & (sulfonylurea
receptor, SUR) MIF A MHEEREADER. sKare
BEHES 44 K, (Ki 6.1 8 K, 6. 2) A A14 4
95 5% Ik % 2 4& (SURI, SUR2A = SUR2B) 41
BB ANBET, K, 6.1/K6.2 IR, HH
N EERAR, FERANHAKEERX B M,

i B 39 :2008-03-05

M2;SUR & 17 A4 3 4 HEZ 84 25 B X B, T 1 48
M SUR REEEE T EEREAKX. SURAR
BEHALHH M mRNA MEREARME LRHX T,
HAi % K& 5k & F & & % SURL, SURZA,
SUR2B., SUR T EEHRLESHRLEY BB
EFF MM ATP 2 ADP ZHAFHET.
KarpiBiE L#H ATP £ 4612, SUR LERA ATP
LA RSN, DR EBEIRIE LY K are 388 3 FF ORI R
BRI A, BR mitcKyp BEMNBRERHES
sKare il 36 A58, 16 B 8T % mitoKare 38 8 B E KK
DNTEREARTR, —LELGY RN RRERK
FHHE A WERR, mitoKar BHETEHBR T K. K
B, Ki6.2 BEBIEH B0 sKare WEBEZH,
Bt — 2622 % F K. 6. 2 BB /DBERFR sKare
EIPCHETEAEA. RERANGCELLEH
REMR K.6. 1 ERMAENTERE, B K.6. 17
B8 2 mito Kap BB T HEZ 1, i Szewczyk %
A K mito Karpi8i8 # SUR A BB R —H X4 F R B
7’3281(11 %gﬂk[sjo Liu %ﬂﬁ KATPiEﬁiﬁl mi-
toK arp 38 i 1) FF K 7] #1 BEL 7 59 %J B SUR #1 K;.6. X
THMAER 6 FFARF Kare B E=4 NG EHR
BAR, R% d SURL/K,6. 1 HERKAEHEH
SKATPiEiE%EM‘[‘)mﬁH»ﬂ mitOKnviﬁiﬁEﬁ%ﬂ%ﬁ
#:L7, {H Seharaseyon %% i i3 # % B B R F1 5%
AL FHEEE,K.6.1 MK, 6.2 BBEHFES5.00H
Jd mitoKare BE K SHEER Y. Pu B RAEHE
BB UL BB R {UA 150ku B SUR2 R4k
KA, A K /MR 28ku # 68ku B SUR2 fij b2
% ,SUR?2 f§fk%H 5 K,6.1 3% K, 6. 2 g tiiE
RRECRBAEESEELMEY ABC HiZHKIL
HAMEHM LB ENOER. BIX T mitoKar
EENARREEALERENTHR—-SHOHE.
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254, REEWE % T & K (cromakalin) , = 5 B
(diazoxide) , B ¥ & #k (aprikalin) #1 it 3f # /R
(pinacidiD %, KA ZH BRI 4 7B mitoKam IF I
7. BE# 4 # 5 & Bk (glibenclamide) , B i T
B, %R H mitoKare KB R A 5-BE R G-
hydroxydecanoote,5-HD) , 4§ F # sKare B ¥ #l &
HMR1098, HMR1883 £,

4 mitoK, % IPC B i€ B

Garlid %! F croakalim 1 — 2 B 3035 2 3 Kare
EE R BABIE T mitoKar 838,00 mitoKar &
B X 2R 8 BURE R sKare i@ B9 2000 LA,
EERHT mitoKyp BH TS 5T IPC K5
BLH . Sato U 7E fk it 40 MG LAY b SF B — R T
A P1075(K are 18 3 FF B0 7T LA 55 40 B 48 45
IPCHIAMMBE P EBALY 5-HD Wi F £
HMRI1098 frBUH . HIEIAN IPC B H mitoKare il
ENFHTMAREE Kap BEN T, Miura
FUOR M FERE AL 320K Wi 72 A 09 B/ Bk
CUERERGER P SEMETEANE C
(protein kinase C,PKC), il mitoK xrp 3 i i FF 3L
2 PKC¥IEHM T M, 3 AXMEPER SN
K REAERDL-FEELSBPHMEEAE X, Kita
S % ®, A 5-HD 1 58 2 BUK 81 28 ik B2
XEBMESIRNAONERBGRE D,
HMR1098 M Bt fE . Nakai %14 7R 7 7 B (9 &
B, — R Y mitoKarp BB IPC .0 HUR I 1E
R ERERMEM, Fryer 9K TB RN, &
81 KPT Rk M 317 TAN-67 ¥ & i K R IPC
", HMR1098 S tt0> AR 345 I T BE B W 55, T 5-
HD #1JEBIE T TAN-67 B0 LR P ER, X d i
— %R mitoKary BEAMNF T IPC BRSPS, T
sKarp i BEMFHAS S5 IPC BB K, Peart %0
FIFH Langendorff % & ¥ B /M RO, BH WL =
HAE R P AR SR B AR T X B, X R
YERWT LAk 5-HD B, #EMmA PKC fl—E &
SEAMHAE RPEARABEERNYE. EUBER
Ak BB T 0 B0 O LR 54 A /T LA R 81 T PKC
M NO A%, i1 mito Karp EBELHK, REHEZ
RERKRN ZHERERNIENER, BLHRS
BT mitoKare il 1 FF 1, mitoK o7 B E A+ F IPC
BRPERPAEEERN, FEXERILBRE BT
fER AT IPC 3R B0 B 2 2%,

5 mitoKur B 5RLABONHRPERNS

5.1 mitoKare 4588 BRI/ BEEEE LR
R REAEML, ATP B, pH HFEEK. 4 Nat-
H XL, K0 Nat 80, W i 8035 40 M i
Na*-Ca™ 28, Mifi 9 Ca** # %, B F ATP
WO MEN RESEHEER DSRAHRA
Ca’ Him., 40 Ca®* 78 AT LA 3% B AE BG , A 1T
KBERE B A RESEWZR. Ca™ T AT
ZF ATP 8§ . K% ATP, INEARAERKS . &4
WA Kare i 18 805 )5, 41 K SME, D ALAE
P S 4% 2, 0 LB FE B B 45 45, Ca® WA, 0
WUBC4E S B f%  #EER A, NTTA BRI B . 4
Na'*-H* X B LR Cat RN T ERHA.
BRTSEK R W, mitoKare 8 3 FF B W LAWK 2> Na®-
H* 6%, Miura SRR %8 Nat-H' 3040 7
EIPA 5] LA/ 8 4 0 76 4% f9 gt i 0 WLAE 52 T AR,
BAE R 5-HD B, T HMR1098 34 1, 8 W
BBt AE % A K mitoK arp i 38 FF 38T A0 4 Nat-
HY 2Bk B0 VR 3 69 16 AT (B AL R R 9,
Crestanello 2518 % 3 FF 3 mitoK arp 38 1 7T 7 B O
MABRER S EBR. FFH mitoKam 88 7 LLE
FRRKRGH ST EE, I P RS B T8 &
HBRILHER, T ATP AR, —AEHE
U4 KRR b mitoKare /7 - K 0T, o0 L 48 0 B 48
WAl AR 30 1F B 62 55 =48, M T 45 48 3h 1 o £iz B
2,Ca™ Py WA, BB O L PR S B, R
Ca™* BE AL B W #E, AT 5L B 1PC 3 0 L 4R Ml 5k
i /R B A B AR T2), \T R, 20 L BBk il B
R R mitoKare B FF R B BE S 0 ATP =8,
RSN AR AR, B S BRI R S A
B ZRLINTEKE . '

5.2 mitoKarpFe B G X /4 ONBM/ BEER
FERBEHE AREFARSRBARMAH
HFEGRN, 5 R M. B R R R
B R A B AR AR T B e, RS R R
R ERENE. REEHMETUSES
AR LB K JBE 5 1 5 5 R SR A i Bk , 40 B i
BACHER, ERRR G ER KRR, T
REFBIR O MEARRG. FHRERRON
KRS BEEHT 20min REREBEE,. LRE
BRARR T X R, R T AL 3 AT 1L B /R e
75 ¥k & (reactive oxygen species, ROS) 7= 4, {f
RANEEH BT, mitoK w8 FF 5 T LR
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PREAFPIREE, R ATP ZREBE BILARA
ECAERRABR . XA 4 5-HD Mk, %
LRALBHOEFRRFGEE LY BB LK
e m, T DR AR R PR B ARER
C MR, RAVE W AT L gk 5-HD #5341, TBIAA,
mitoK,yrp BB B R E A — M HILHE
SRR, HEBWHEINT IPC .0 ik
1L/ B HE 4540 B9 R P 4E A A & mito Kare 7E IPC B9
B EER . R KB IPC Mk /&
EEE, R BAEFRL Bl / BHEEH,
IPCHEhil /B EA. —AE+om/ FEranm
5-HD+IPCHgefi/HREEL . HRER, 53 HRA
AL, S /TR B A A 5-HD+IPC -k if / F6- 3
FACNARPBEAYEAYBEE R _BY
BEMBTELYMBEEBFRIT¥ER, W IPCH+
e o/ R e AR P SRl / P A RS
ER; 560/ EEEG W, IPCH il /BEEL
REg%+mn/ FAREEAY EREZERBERIT
%X, i 5-HD+IPCH ik fin /F ¥ A ML T
RERHEGE ¥ E X, #x IPC o] B B W B KR
£ 5k I / P69 VR 48495 » mitoKare BE F B 5T IPC
X B/ B EMRPEA.

5.3 mitodKap5SMAT RTE—FHEEE
HEgR A T, BFRAR AR
L WERR R I /P TR R O T R R e
ABSBPREEEEM. BFRABR,IPCH
] 490 5 gk L/ #5990 40 B O 1, TPC X Bk it /
HERGHARPERSEHLBLAKRATERX. &
S0 EB IPCAIEMBETHXEEHRES, &
HRFT P AREREE EFFRMEN, /BT
RERNABEENELZREFRARBATHEER
B, Tchinose 1% 3 1 f £ 3 7% 7L WO UL 48 Mg
KB » mitoK arp 8 i FF B 7T LA B 3 P AK N 3%
RRLCMARBTC O AR, FROILE AR
2 mitoKare 388 FF N 88 T HG , EIL0 B
EHOMBRATHERAD, R EEE ML ER
W, BELERHE, XX R, 780 DR
B HO.BRREMERGONARBT. A%
AUMHARER C ARRERR. FREEC
MERRBERREBBTHREL T, mitoKarpil
THFF IR 2 5] LA 0 caspase23 Y 75 1k, M 1 3% B
PATHER . =80T LLRFFEOBL R B A 2,
£ 0 AR {37 2 RO PR 1K AT A B R R B B 5
BABEHFH I BEB AN ARER CBHL N

i 7E A BB R B, S AR T, mito Karpi@il
AN - TETILHARRTHER,
McCully S FE3 A SMERR 4 F & — R
Rk, RPN F B, —ABATTIHE
PO UL B9 T8 1= 95 3, B K caspase23 X bax B
KF, M bax H—FMEFATEAH, “FEE MK
bax KX BPIMAT K BE.

5.4 mitoKxp 5 EFTH  HFERY mitoKareill
T FF o BT AR R Sl O LA SR AL, B E O L
WEANFSLNRPEH. BEALZREY mi-
toKarp i i FF B 7T LA W 5% 0 % E . Dairaku
U805 1o 45 L K R D T SR IR Bl Bk A2 8T B
30min, B 3§, ME _AEX X B0 NERE
BLEZERN EZRBRB EZRB/RE)FH
FHER, L£REH, AR EE/NOIERR
R EZRBRB-EZEIMARES, FUEZE
514 20mmHg M AZRBERFHELZEWNY
45, SCIE UE B — 560 1 A B f o 60 A 3R AR AT 1A
BBLEEW. ZRLBRARY, O NELEHHAL
FEMELANMX, Xia EPIREIROZNAR
HEPEBATHESELONEREX, @HRML
40%,3H-FEERBARHEN 37% , W BB LT %
SMEX L, F e 5-HD XA 558 — A %R &
e, 2210 2 95, mitoK are 38 T I FF BCHE O JUL 40 AR
KidBE/Mb. U EHUEH mitoKare @ HEH L
EEMAHOIERFEHRTEEZRR BHA
HULE RS H SR’ ST,

6 EH5RE2

B LRRA A ERS T R ETALHE,
FFIK mitoKare BE T UB BRI L NS EER A
FfER L B CIGIRAT . BRRERY, EER
HRFRBHEARNA T _ARERBHANBER
Je FIL R 985 % 1) T I T xot B4, U B P A miitoKare
T E A AT RUA B0 LR B 09 B S, Bl
X mitoKare SAMINEH R XEREBREE
B e Bt mitoK arp 3 18 FEL M P 9 B AH |, R B2
TRME R, BHF mitoKa # i 78 BB M K
BB Foxt O LB R 4746 FH LA B % 915 5 8
RABE L B H R .
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