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DTHS, BENKESEEY, Lxo— - BEFSEE
TTFFICTOABEELTL AEHKD 7% 12, ¥
EEHE T 24 L 2 8UEo 52% icHE CIEROEE
BYBEh TV I Lo, WEER>TuRVLLE
ELIMEETHBH oI LRI THS, —
A, HmiTERE- L) LBEORENA ST
G v F 77 LRTL RABHEET SEMP L L
v, 7¥oRBHRE 80% BT S, 5HTHER
Rino pH HETF L RAGHEREL RS LB 2k
BMELEETIH, OB RNBEOETRHF
ETscbdepbe?, AMESS L CEBRID pH
REMTS, ok RERRKCNT @G0 5=
A LIBEEET2 G, ERERE-PHE IR HREL T
DULREE Y ET 2 Gregg BBV —FA L HFLoNT
Wi, PET oA Ax—a DR+ 2 LT
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HoT, BMRICLE ATPEEIZTEL TED, »
A4 %—3 3 i, LA R IR IS L Ty
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(H&EE - BENE - LEEE)

—AtEicmEtse, £
BEFRETT S (Kitakaze
5, 1988).

WY @

Gross GJ, Farber NE, et al: Beneficial actions of su-
peroxide dismutase and catalase in stunned myocar-
dium of dogs. Am J Physiol, 250: H 372-377, 1986.

Hori M, Kitakaze M: Adenosine, the heart, and coro-
nary circulation. Hypertension, 18: 565-574, 1991.

Kitakaze M, et al: Contractile dysfunction and ATP de-
pletion after transient calcium overload in perfused
ferret hearts. Circulation, 77: 685-695, 1988,

Murry CE, Jennings RB, et al: Preconditioning with
ischemia: a delay of lethal cell injury in ischemic
myocardium. Circulation, 74: 1124-1136, 1986.

[E8% - #12)

midEIr— RO OHRD (BFETE) OBE B
HOMMRNE (06, CREEL, CERHREN,
OERMEREE 2 - THRFERNTH S, REORMS
ARRAIEL E OO I EETRE L 5 TREL
HOEOBELE 255, —RICBEMROREICLD
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BREOXELFRLL), HEFEETS 2708
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XEICET S EMBERIERIORLU ED 10T
ABh213FEE2h:, bHYECETIERTRE
ERXRFHTHLHY, 1992 F0HEHBEDTEN
FHEENECL RO REEEREE 01T
1000 ATH-t, ZoihiciRLBRECHEER
HL-Haznsy, LGEEMTLRELMESLIEL
HRO 0, RECFMBENRIIHYEICERTS
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WM T50% B E (RETT70% BLE) OBNHEH
ZLEmMBSTREN (FEENHE), 80~90%
BEofsis s L ERROLHBERECLEL 2
i ih, EroRBiRED, S OMBhTHRET
3LENB,

R oM : HHRO | BcRERSHEEH
T3 | EREATREEDHERO A ELELR
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LERIER T O £ % 500548, o0
iR~ - T T e 5 Rl R,
LR EHANICE TRz RS L e
HifE, I oDIFEAETH MMM 5
NioTHN, ThonBMAERICL D&ET 60
~80EOWETIMEBMERDEL A5,
EFH6l oML SR IcEIHLTYLE, v
PEAE, LBIZ]1 B 10 FEONE CIGE
RETEEL 4G, #9,0000 (90 om
WEEHITENHLTV2.

LHRBO— b ELTOWRMBERMIE, L
WL ERMESOED T-THEY, HAFHSLERA
e L TR BB ZETHR AL A
Y=Y Ao TwA. S6ICHEEANE LU
i - ABHENESIC L D 2o T (Rl
EFLAPLACKRLTELEES.

1. RO > 3 ¥ — M :)

LRIE Yy 7REX#ER TS 201IZ, #H3S
~S5kg DT T/ ¥ 5 =" M adenosine 5'-
triphosphate (ATP) #B&£ L Tw3%, €OK
BaMs bar Y TIcBH ZEMER) Bk
L2LDTHL, LBAEBTALZAINF—&E

FotA2E1IIFET.

Bikny) B0 SRIC I AR OBERIWY
ETH), EBHRI-LZAREH-TVE, BE
HETICB0 .00ME/RATIR, 7FoB1L9F
PEBFFOATPHEEEZNS. RERTE
£2ha25F0ATP 2B/ 36 7FD ATP
ik, I FaXFITHTRELHRL TITbhS
Mim) ABARICBVWTEEENE.

Befkayy Bk X 3 ATP X, TCAHA 2
VIZBIT 2RO A BLE B HAER (PR
EEWTAERA T v OBFEEEICHEL TKRICE
HBBTO(6NS, BESH ATP 200
BATZLTF EEEL, Z2VTF2) “BRE
LTHifEMIcirEshad, ZoREEMEtTs
DI BRAFEETZ 2 LT F o5+ — ¥ ore
atine kinase (CK) THh 2. LiF{U@eH vy
ANy BY) 2708, 44 OEHWEICI
ATP BLETHSA,. 0 ATP otz s L
TF ) YERAMEREAD CK ik Rt Eh:
boLkEZLNTWAS, HIRREAD CK 1i/E
LIRS LEE: LD ATP 2L EE T2
FicRETaLwbhTBh, S b2 FYTT
EREhAT AT -2 EE Sh2E IR
ELBTOhE Y ATFLELTHVTVWAZE:
FELTWS (ZLTF2yx b)), LBER
Btk L, Z2LTF 2 YBEOREEND 2V
W, APERLRIIZE > THBITHBLTLEY,
IHRREC IR ICRS. —F, FRICME
THBESICGHRMES CHEET S LvbhiTy
L. MilEE FOF Y S LEL TR ATP 2
THhN2a44 7 (Na*) MR ERAML
THRELL#NFTIANEES Y, Coldox
ALF—REELTRER,OHBEINTVS.

oL, LEMRATRILTF VY
W BEER ) 2 RO T R F— G RATEEL,
FhZFhOI A NF—H#BEREHEATVS
(ATP @2 23— b 2 ¥ FE). ATPAWHREN
5r7¥# 7Y »5) B adencsine 5 -diphos-
phate (ADP) :&EiIRY w3ES2h, ADP2d
MRATTF/ 25— 8 adenosine 5'-




monophosphate (AMP) & ATPIZ, ADP =
LI FIXFNTATATPICEBEZNS. 2
7o ATP BEEIZIIRALY (FFYBLAR ©

B EL, SHRC L5 ChoREOERY
| EETH2.

ZRRNAY T L Mk oM RERERERE D B BE(EIZ L D
b 60 ~ T0% DT R NL¥—BEESNDH, HRIE
BRI AT A BER T TN TT v CoA &
h, BB TEF NV CoA lzBah, I b
a2y FUTHD TCAHA 2 MZAD 36 5F0
ATP A A SH, MERIGH20% (FFIW,
L P OFLERA O LM O FURERL K HEREF lac-
| tate dehydrogenase (LDH) OBMELAERIZL Y Y
WEBELD, TCAHAZLTHBAEZN, &
| 10% DT ANF-—EENEI OIS,

—%, RECBVW TR FOYWMIroEmEXHE
LAMBRICLIDE 0%, ABILH0%D
ANF—EBENTebh i, AR FIZ B0
HHERONMK, AFI—-NT I BSLMICE
DATPORMEN I H ATP OFRAENFE
B ® FE2 X, ATP OfCEWTHS AMP
T A3 AMP OGMREWMTHETF /S
YiREDRTIGREY, dhRkeMmses.
B IR TEE SN LEET
ATackiclth, XRCEDLARMOHEL 60
%ISETLEASTE. LBRETRZLTF )
B ATP 2 OB VEF—{La8AtmA L,
ORI EL BT 5.,

LG IR MARMETIE, ATP EAILIRIEEED S BE
fEroBmEERBELEVRER~V7 b5, =
- LR ERERTH N, 7 PSRRI
ERVTENVE RRELY, BEShAEYLVE B
b 12 TCA 414 2 Mic AH¥1C LDH O RIT/EAIC
LR cEREhL. LB~OT7 FoHORD
AR TN T—A b5 ¥ AM—% — glucose trans-
parter (GLUT) #2ArLTiibind. LS
CORBICEENIIRALTVWAGLUTI £, #
ARG, (o5, TERFERICEILTWVAGLUT4®
2HMO GLUT 2AFHE+ 5. GLUT4 134~ &Y
CRIRG L o MRS ST B L, TF

1) ORI DR 129
c c—p
c G
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.'_ — c —

C [mmn
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¢ 1 _2p| | SFAUTS |
c c—P Py HEE
ZNAD
— 2ATP + |

2ADP .
| pS H.' '_"'__._l
2 c=0 e |

| BB oo AT
> [3FUPH | |

: Lk TCAH{ N BLY ‘
e RIERR |

e 2NADH,

2NAD 2N|m:| [
( T ALTE |
2ZNADH, —= 10

— AOATP
27 ¢ % /-CoA NADH,

| BNADH,
SFADH, ——————————— SATP |

| TCA |
| #1020 28ML N ———=2ATF |

'. i [z8ate] |

[B1] WBAICSI3IRLY—BETORZ

RO D AAOME L 55, BIFELA 2
N T FNERRLEDERERIZEY GLUT4 @
EBL LTV, MANEST TRALERAE
TEHWI b, LR L AL R
M iRERRM P R 5. ERRE AL
LeAF—F L) mPRBlzHET2- LT

MOBWEITH ZLHTE LN, AWEETIE,
TR EBRTA F- 1874 F L~
Z (FDG)-PET (LHBEMIZX 2 GLUT4 OES
EFE) LRImANE RS+ 2 1 BMIPP
SPECT (Udnic X b =40 —BA ek
PoT FOBIBITT A0, EHERORD AL
FERAT O i LERVTRBRE
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OFFEEITS.

LA RmBFIc v Tid, MBICL2 ATP B4
Rz vy, MRREBEOBF-EELRWE
BLTWwEEEILND, 260, LHEES
Afb R mERmIc BT, RO S &
fLEMBERiZLLICHEEIN, ATP EEMFIL
L, MM ATP OB, KEA 4 »FABROR
MIZLDANTIANY ) Y ZRESHIRN
pH 412 X 0 OARRBLIRTET 5. L5 R M bE
22, FEOMCMREIEL, S THEREE,
URhEE, WRERFHME, TL WS, OB
WRAFHRTS (BMAH 25— F).

DL ROBONROALSTEFICEST
b, FRNENRT, 20 +F BRI
RTHEH, TOREORBOEMAIIONT
PR~ 5.

2. i TERAEHN :]»

EEERORS!

Lofi I M A AR DML, EEOTRIR
AL 2 BT L %25, B8 1mm UTFoh
B & 72 - TIRIZWMA IS OIERAICA D LIEAT
S LAEBMRE 2 5. LBRAERR (KE
100 ~ 30 um) HFEBRTSH Y, LHEROE
B & EIRR, PER - oPER - AL D 23 3 RImE
2T, MEEAUDEVIZ b b 5T MR
My, ZhizEEmcET 28T D5 (shear
stress) (T AMERREEZ GNL. Laplace
OER LY, ARTHNIESSHIZLARICYIDS
BARAZ L 2 ENNEMHLENTVAS,

=%, LHERNERRTIE, PEREEROMIIN
LY FEMTREOEFENZ 23, MEBIR
RELIZHHLTEOREZERLE, @EHR, €
MM AR (precapillary sphincter) (Z84T
T 2. EHlmEaTHEE R IZEEE 30 p m EUT 08
BIRTH 555, FRAZESRRL B 5 AR
DFVEIZ 1 O TS % 5 PR 6
, N EAYESDSKZV. PMEMRIZE
CEWEREREL, mWARECEHT S, PRI

MR L7 1 BoFdibilies S M 2h, Tol
ARSI X b1 2 AR - MR
BTlRbA, SO CIARHMN - FitihaE
RITFARTPEHEREZ R < L9 (cSHoMEm
WEBETE. BIET<&2Z F2AMMOMERE
B BRI MRS & MmO 275+ 5
ZeThh, EMEFRIIEOMBERERLED, =
ONEAEMES I BV L THE. O
Eid, WEMRONMRERIC B SEEE TR
5.

—%, Tl oI, R, s
M, #EAERET 22BN CRDNLE.
PEMEIR (BE20 ~ 10um) TRPEETE
e h, ERmaaBRCRETALS IR
h, S6ICAEMRE XERE P LIHEES~
10 um OEMMWE (capillary) ~EBITL#EFM
WHRERET S, BlmEL<VIsk 5 L nirE
21 ~3EonEMRTRE SN, LiIZLITRE
#M (pericyte) %f£9. oL~ T, #ill
BB LU EMERIR T OREL B S 20058
g 5T

EH 2 ORI lmm® %720 2,000 FLLEOE
MMPAFELTBY, TOH 5 7T HREL
Twd, 1 ZOLGREIHL, BBXT1%D
LHMMEATEEL, BROAPORERESET
+5 15 pRETIR, FEMEL TV RVERm
FHRET 2 L1200 B wiE4 2. Sl
¥ S8BT LA HERONBIRIZHEMROAS S
Wi 2nind, KE2ldcievhEoFRinEN
MEHERE LI IS, MEFROMEILNEHR
LREMIZE—TH A, BIRTITTRGHRT
POFRANICER L, BRSEHELT L OTRHRD
BWTHAE. ABREWOEEEY, OBEA
MPEDT—") ¥ FHEOBRELEL ST VA,
EHmE TS LT bR L h AL, O
DRSS TRETEALEF s BRA i P B AR L R4 LR
AMERME (no-reflow BR) ORELZ3. T
Ok, ERAME MWK TET, EER100um
M OEBRA S, KFIIERRELETER
AT 5.
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[@2] EMRICEREREZTEF
+) : RmwiRE, (—) ! BEF

P | | BEmEEnS |

CHEOHER 'E?"‘h‘." |

A L L /-/ i
—— s \

O ERERE

S

Lsaun—" ([ wm————77/5.
, Al e )
I R 4 — (R OROETF) |
|

\, O Vg
N R =
= K (MERELUTF /L |
+) DEAENETIHR |
K* (ERA)

GUENS DS co, |
30| NO, EDHF, 7OX&4% 7Y
s ] 9,50 ‘

+)
0y IFtU-

RO SRR

MM OSFRULE 1 12, LI - R
NET0, ZALVF-HROBLAEZZBIET
Hh, KtomERGEZLELTS (T 1
ml/g/min}. S LHCMEPLLOBEOT| ZHE
ELH 5% (holsFidd 25%) L/ Ly
HohTwa, L L, (UR3FE~oralmiko
ETE o, CERMRIZHAIGNATWS
(pRko#H 5% -0, EhFEEEIHREN
SELBITESICEMCKES.

B2, LRETRIUEEC OARE s ED
Fhad i, TOBRFOOHRERRSLE:
b o, ERMERIIIGRIEICEE S,
+aiHlERr R onky. o), ERVNE
RTILLEED S LR OB S iz L
MEAHNDLZLHNTELRY, ZOLHLTHRRT
KBWTERRES . ETEdhMESET 5L,
LA - OAEEMmMLIZ 11~ 14 I DES
(207 { I TCETL, LAKEELHRlE
T3, Zo-HBRmtE B2 2L ) i
EFTa:, CARMIVESCEMFELS
(wavefront H#t). 7=, KBIRIRMEEAET
T3 &) 208 (BlESAMRAFATS %
ETiE, SEREETL, Simmiw 5.

%3z, SWRIRERE = LIS OERE

OERIZAHb LT EmFAR T #FT 2 HCH
fit (autoregulation) ¥ H T 55T, MBKSFLE 2
Rz -WRABRREAT. LRIT—T N

BAEF O pressure wire 12 & 2 BERAEOTE

& PET X 3.0 Mo EFRFMEI- L 5 &,
EMFAED 45mmHg 5 125mmHg O TE(L
LTh, autoregulation =Xt n, EMmicRIE(L
Lew®. EMEECIE, TIIROSERRHEAS 80% L
FilEfT A L EMFERVETLIRLDS, G
A b— 2 AR, ECFREEEOREIITH
EHEhTwad, B AAREFOEELEY
z2 (A2). gECHciR, SmRkiz-OnhmRE
HRE:EBRLTESIZELTS.
I, OFEEALTVEY, TOBRR
itE MR E oA 2 P AHME 150 um KM O
BRSO s EEL Vo — Ak OB R E
BT 2 ER pm OEHMMAFICETFL T

2.

BRI ~—3X 205

FEME F— R 212, HEEMES L UEH - L
MEMIC I MBI TV A,

a. FME ~—X A0SR

EHRIZ5OBROT TR B I SRE ST
#5 L, precapillary LS TREXEREZUT
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#h, EMEEOMEGL A/ SALIZHELTWA.
EWRIE, TREERLIERBEROWED L
BRLEREZITEY, B hE
OOz L, B koM
#BETSt. TR EIHNERET AL,
MRRL<LICEL I TORL, PETRRERE
A DAL,
ENSORME Tt o CRMHENRG: £ 2 M
IGEERTETH S, KvEBR T o, 28
FE AL THEIIEL, ERNETIRa, 82
Fa, ZHEEOR 2 L TESURT L. =
SO ETIE, offASHELTVC.
a, TEAFMETICMA TRREED NO 2
S BERT Y, WEORME L i
AdHEnS. —F, BEZEHTmEHEREIC/ER
L, £h#vEBRIiLE, SEMEIZRL, &
DRVIEFRB, TEESERLTEY, LHo
PR RETEY. LT FLH) Y2k EB
SHERRIREERER (CRicEm) et
THER (UEHHME) k2 0 RNTE LA
L 7= iR L i MR EmE iR a5 Y.
a ZRRHETHERNC L 2 EmE R OH
70%iF, AWEBROIMRIZLE 2, BYD 30
%IIEERANFICRETA I LARSNTEN,
FIERME I f EEREOA L 6T, aZeHE
ERCLaMmL Y TEY, RvdRL THE
A LT 5. BRI TR T
Fa) ORI D AR B R nitric
oxide (NO) B& %L TEME IZHES 555,
FIEERGOIRER b e, EmEANER
MEACEN LG, BfL L MRS e
+24, BREEZYICE ) AEIRES TS L
T3S IEnFISE T 5. ol
X, ERMERLERECR(MEL TS,
AN CAEREWR THAS / VT FLEFY) >
BT EFNLI) IAHBRRONEDPIZER S
NTwaZ i {AmbhTwad, B, K5
DARAC = 2—ORTFFYF /LT FLT
DrkEbiF@ENTED, ZRMENRNAH
{TBizohToa—ux7+ FY ity

URAMNTA I LA Eof. =2—0
ARTFFYREDRAECSRE-TFEL, B
hdoREMizhr: ) L IUE 2 €, EHRE
BiBwTOBRMICMES T LAMEZNT
w39,

b. RME b—R AOERE - (TENENE

MR CERESECE LT TY
Afzd, LHOAMERECEBRT 2 WRAT M
Fr—22@ETaLEI005. LHERT
@ pH, PO, 2 XidLHoAM L EEICRRL,
pH, PO, ET+hiSEmmBr ML, —%
PCO, it ER-TIUSEmARAMNT 3. Mehmel
Bz rhE, LHEEENREN—EZORGTTE
BRI O pH % 7.65 5 7.26 ILB{L S ¥ 3k,
sEMmARAH 1.5 b 5. OiEmRCES
EhakEALY (H') REREMEL RS
€3 LTEMRRERMEES, S5, H
B7#/ v yogh iR ims LI Ma
YHETA. 27, ANvadty (K) Em
WailiRs 424, WlETILE I EmE % 10
245,

MRS K- AT iREORETI2, MR
ELTCa" F 4 A nomOErind 570, &
mEHFNEET S, LA L K it CioOisian
DA h, SMEFRBLIHECTO K RES
ET+a540, K EniEko kil
E(MSLTwARLREZIC(W. CNHOETF
2 & AR i AR 30 um BT 8RR T
£Z3Y. chiztiL, ATPORMER THS
TFE) AL, EhEROMNBICEELZGE YR
7LTwa, TF/ ¥yl mMROA AL HTE
MmEFRHECnEANEHERTLEESNS,

TF 7 v EEIZIR 5 -nucleotidase 2+ S
BELE S-TF/VEETYATA ¥ S-adeno-
sylhomocysteine (SAH) #*5 SAH & FaJ—
+ SAH-hydrolase # /-4 2 @B FEET 2 (B
3). FRMTFCIRSAHE Fuos—¥%24LAT
FI Y YEERVRETHLY, BMTOTT/
Y vEEINT S AMP 2L D 5 -nucleotidase
MEEL 25, 5'-nucleotidase MM (cytoso-




lic) BLUME (ecto-) OMFIFEET 2%
ecto-5'-nucleotidase D125 % AMP 23+ 58
s Evid, 77/ v v EECKETHE.
TFI 7T v BEEIERT S,

) E2EEICR, TF/ v tEEREOR S
P, 284 L ATP ICBRZE0OH 5 P, S
L. PEERESLIS0BICHFETD A ZFE
LA EFRGBICHFETS A ZERIZoBE N
3. A2EEIE, Y4222 AMP (CAMP
OERLHEEL, LR oiz L
A, ZFEMEIZ, cAMP O&REREL, EliF+
HIRX¥ A1, TF 7V 7I3BES CMRafE%: &
AL, HREMHBTEFAFLOZTHEICHESL
EEEELLMEREEHEEETS ().

TFE/ o /RELHEOum UL ToORL AS
MR L TEMEER A ET 525,
$7:, T/ 0N B iR i
ORECIHLT, s EhiRegnses
D HaoeRisit 2h, SmECH LTt
ELizd v, B60T7F/ ¥ idmEPIEAER D
bENO OTETREL, T-ATPBEEK Fv
AN (Kupp) FranEfr LTIMEELRT S1F
HEHT27.

hooledeTF/yrrdinkikotk
- fCEEROEEO—oTR2VIEERE
hTva., 26ICEMREESARETICEYT
FLLOvEHLT AZ LS, pHETIZED
77y OEMEIRERAWET A Z L5,
0, pH ICLHREMARAMME T 7/ ¥ %ML T
WETEMEEL. FF74 ) - TT7/
YRR RN T S L, BUSHEFE M 40 ~ 100
RIMENEZ bbb, TF/ ¥ 2RISR
S LTV L ShTWwWE—HT, 77
7Y TR T T Y RN EII T
i 1 % o FUSHEF A+l S h v Z &
£, AR OEhREEEnsEe zhiveT5
HELHLD, SHLLIBHIUETHAE.

—%, LR EREICI VRN ATP L
AAAETFT 58, ZO ATP LAMET SRS
LT Kue Frd0200O+ 2", @%OMEA
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