9532 B3 10 1 B/ = F E K % % WM Vol. 32, No. 10

1068 2010 4E5 30 H ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE May 30 2010
. ———
'Lb % LG . 1000-5404 (2010) 10-1068-03

BRI T AL 38 B O LSS B 2k S IR B = 4

s B 48 EFR (400016 TP, P EERF 4R 5 — P B0 g AR 5400011 3 56, T B BE R A2 [ )L 3
B UM SRR )

[HWZE] HO DT T4 ST U2 55 8 2805 Jo 5 B BURPE 52 . J5iE SR Langendorff I % 5 3
17 B IR B R 1, S T Ak 43 B AR B AR K RO LA B o B0 UL B 53 5 20 - TE R X B 2H, SE 520 1 (fonomycin
0.5 pumol/L) ,5Z552H 2 (ionomycin 0.5 pmol/L +IP) , 32452H 3 (ionomycin 1.0 pwmol/L) ,SZ554H 4 (ionomycin 1.0 pwmol/L +
IP) |, 7 ) 38 7 B A W45 I 5 2% RS B JUL 00 JHEL ) 4 2 WA IO, , PP o JUL AR 0 e 2 R B e . 50 &%
o WLAH BTG P B 2R TC I 8 AR (P >0..05) o X HRZHLC LA S [ Ca®* Ji by (117.80 +22.41) nmol/L, 5258 1,2 4.0 L4
i 2833 (ionomycin 0.5 wmol/L) #b3H 1 h J5,[ Ca®" 11 B & TXJ IR 4H , {H P 4H (6] L 58 3% 2% H (260. 49 +33. 06 ) nmol/L,
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[ Abstract ] Objective To investigate the effect of ischemic preconditioning (IP) on insulin sensitivity
after cardiomyocyte calcium overload. Methods Adult rat cardiac myocytes were obtained through Langendorff
perfusion with retrograde aortic infusion and collagenase digestion. Myocardial cells were divided into 5 groups,
normal control group, experimental group 1 (ionomycin 0.5 wmol/L), experimental group 2 ( ionomycin
0.5 pmol/L +1P), experimental group 3 (ionomycin 1.0 umol/L), the experimental group 4 (ionomycin
1.0 wmol/L +1P). The glucose uptake of cardiomyoctyes stimulated by insulin was detected with isotopic tracer
technique. Results Rate of cardiac cell activity in each group had no significant decrease (P >0.05).
Resting [ Ca®* ]i in normal cardiac muscle cells was (117 £22.41) nmol/L, while for the cells of experimental
groups 1 and 2, it was significantly higher than normal cells, but there was no significant difference between
them after 1 hour’ s treatment of 0.5 wmol/L ionomycin [ (260. 00 +33.06) and (278 +23.46) nmol/L
respectively ]. The [ Ca®* ]i in experimental groups 3 and 4 was (391.00 +20.01), and (379.00 +23.92)
nmol/L respectively, which were significantly higher than those of experimental groups 1 and 2, and control
group (P <0.05). But there was no obvious difference between them. Insulin of 20 TU/L promoted glucose
uptaking in the myocardial cells in each group, which were (56.86 £6.89), (31.10 £7.62), (40.12 =
6.90), (22.26 £5.92), and (32.33 £6.06) pmol/(10°cells - 10 min) respectively in control, and
experimental groups 1, 2, 3 and 4. There were significantly lesser glucose uptake in the insulin-stimulated myo-

cardial cells from all experimental groups than in the cells of the control group (P <0.05). Insulin-stimulated
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myocardial cells in experimental groups 2 and 4 though had lower glucose uptake than the control group, but

their glucose uptake were higher in comparison with non-ischemic preconditioning group (P <0.05). Conclu-

sion IP has no effect on ionomycin-induced calcium overload in myocardial cells, but can improve myocardial

insulin resistance after calcium overload.
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