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The present study was carried out to determined whether two inotropics (milrinone and
levosimendan), which have positive inotropic effects despite different mechanisms, exert
cardioprotective effects and to elucidate their intracel lular mechanisms. Bothmilrinone
and levosimendan significantly decreased the myocardial infarct size after ischemic
stimulus significantly. Phosphatidylinositol-3-kinase and nitric oxide were common
mediators for the cardioprotection of these drugs. Protein kinase G, cyclooxygenase 2
and mitochondrial ATP sensitive potassium channels played crucial vroles in
levosimendan-induced cardioprotection.
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Figure2. A schematic iluztration of the expermental protocols. CON contral; LEV levocimendan; MIL
‘milrinone; 5-HD >hydroydecamoic scid: CHE - chelrythring; LY L¥294002: L-NAME N-sitoro-Larginine methy] ester
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white or pale are necrotic myocardial
regions.
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Group Nomber  AARLV (%) IS/AAR (%)
Group CON 1l 408 44218
Group MIL § 46£13 19:9*
Group LEV It 4589 1811
Group MIL-NS 12 048 13:8¢
Group LEVENS § 4548 4416
Group NS 1 4146 46217
Group MIL+HCHE § 2111 1810
Group LEV+CHE 9 ) 118
Group CHE 1l 447 44221
Group MIL+SHD 10 1945 gt
Group LEV+SHD 1l 468 4210
Group SHD 12 45210 3810
Group MIL-LY 10 4146 404
Group LEV-LY 9 409 41213
Group LY § 408 39221
Group MIL-L-NAME 13 4648 4519
Group LEV+L-NAME 9 3947 43217
Group L-NAME 1 4046 5321

Data are expressed as mean = SD. Groups CON, MIL, and LEV received saline, 20 kg
milrinone, and 10 ugkg levosimendan, respectively, just before reperfision. Groups NS, CHE,
SHD, LV, and L-NAME received 3 mghy NS38, 5 mgkg chelerythrine 10 mghkg
$-hydroxydecanode acid, 0.3 mgkg LY294002, and 10 mg'kg N-nifvo-L-arginine methyl ester iv.
bolus af 5 min before reperfusion, respectively. AR, are af risk: LV left ventuicular, IS, infarct

size. * Significantly (p<0.03) different from group CON.
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