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Determination of oxidative stress and cardiac dysfunction after
ischemia/reperfusion injury in isolated rat hearts
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Determination of oxidative stress and cardiac dysfunction after ischemia/reperfusion injury in isolated rat
hearts

GRCEERROER)

ERERIXOER, B, FREAE, HERREZEEL. ZORBRLPLUTICENT S,
1. FEOERL B

SMELAEIERE T 2 BERRIEGEENAR N1 /S 200, REANTEEINREZAD %2, KR
=1L T FATRE 2 31T D KB RERTARER O DINAEREIE T AREARFE A &\ o - FERREE O F £ 1
RIREL 2o TRV, TOREEELAENEELELZ LR TV A,

AR, O HE I/ HE T fE2E (ischemia/reperfusion injury; I/R)D3EAEMFICTEMREE - 7 U —F
CANDREELDBEA L RAORE L MEN CaRATOBEERRE SN TV,

AFwmL T, 7 v MUOBREL/AERET VICBT 5B{ER b L AOEEFTMER L O OHEEEE
~DEBERT Lz, BBIEA ML ADEEL LT, DNA OB{LEEZE~—I—Th 5
8-hydro-2’-deoxyguanosine (8-OHdG)% A\ 7=,

2. BrREANE

Langendorff &= AV, 7 v MEHOEIZ LS IR EEET L 2{ER Lz, BHOBIZ+50
B3 {k(Pa0, > 600mmHg) L 7= Krebs-Henseleit Solution(KHS) T #E L7-1%. St Thomas & CILMEIL %
5. TO®FRRDO KHS THER L, BLA bV RE L OHERERES OBE 2l 5720, KHS
WOHFE LIz b D% IUR-0 BE, 30 430 CFIEH 30 /3 EHER L2 b 0% UR-1 B, 15 SR
1E1E12 15 TRIFFEROD /R % 2 E#E VIR L72 b D% UR-2 BEIZEER] L7z, Left ventricular developed
pressure (LVDP), Left ventricular end-diastolic pressure (LVEDP), Positive maximum left ventricular
developing pressure (max LV dP/dt) % L T Coronary flow (CF) Z{ll7E L., #EFMET D CK 18 L OVl
H1 @ Adenosine triphosphate (ATP) % #I/E L7z, & 512 8-OHAG Z S ik L3003 X OVE &I
i L7ee #ERIZT v b IR EFTTIT 8-OHAG DOEA B REFRRL A0 X OVE EICEE &
iz, UR 2D 8-OHAG FEA &R L VSRR TILLHEER ST, BmEFME Y & IR ©EE
CHBINSZ LRFBRIN, E, IRBIZ CF OFERET 2RO, VR OELkL CF &
T OBREITFERA TE 2oz,

3. WP DE R & FITHIK E

AT LA E L/ FEREEICB T 28R N AOEEZ REMRRENES I ONEENIZEE
L7z, & BICEM/AERIZ X5 ERE FIEMNRR LY b EL/FERORRICEET L &
DRE S L, SHBOEBEEA b L AMSNZEER L DR O R E T EOBRICF X 5,

LR XY, KamidFEREEEERe T b DO THD LHT L,

B & 1 FEOHEMEE. AdLLIcLTESEELTB2L,
2 EEIX800F~1200FLINICE LB L,
3 kENIERALRNI &,




