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[ Abstract] : Objective To explore the mechanism of weakening effect of diazoxide preconditioning ( DPC) on diabetic myocar-
dium in rats. Methods Twenty — four normal male Sprague — Dawley (SD) rats were divided into four groups, six of each: non — dia-
betic control group, non — diabetic I/R group, non — diabetic DPC group and dimethyl sulfoxide (DMSO) group; and twenty — four di-
abetic male rats were divided as diabetic control group, diabetic I/R group, diabetic DPC group and diabetic DMSO group. The Lange-
ndorff isolated heart perfusion model was established. The control group had a 90 — min perfusion without any intervention. The I/R
group group had a 30 — min equilibration period, a 30 — min ischemia, and a 30 — min reperfusion. The DPC group had a 10 — min e-
quilibration, two cycles of 100 WM diazoxide perfusion, 5 min each, followed by a 5 — min diazoxide — free period before the 30 min is-
chemia and a 30 — min reperfusion. The DMSO group perfused with the same treatment as in the DPC group, except that diazoxide was
replaced with natriichloridum and DMSO. The activity of creatine kinase ( CK) in coronary outflow, contents of malonyldialdehyde
(MDA) and super - oxide dismutase (SOD) in myocardium were detected. The changes of content of myocardial nitric oxide (NO) ,
guanosine monophosphate (¢GMP) and nitric oxide synthase (NOS) were also assessed. Results In non - diabetic rats, the content

of CK, MDA were significantly decreased in DPC group comparing with those in I/R group. Furthermore, in DPC group, the activity of
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SOD and the content of NO, ¢cGMP and NOS were significantly increased comparing with those in I/R group ( P <0.05). By con-

trast, there were no significant changes between I/R DPC group and I/R groups in diabetic rats ( P >0.05). Conclusion DPC have

a weakening protective effect on diabetic rat heart, which may be related with inhibiting of the expression of the NO — ¢cGMP signaling

pathway.
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