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Abstract: Aim: To investigate the pathogenesis of diabetic cardiomyopathy. The differences of myocardial tissue gene
expressions among diabetic group, control group, and high dose melatonin group were compared by using rat ge-
nome-wide spectrum illumina beads chip. Methods: Divide 12 SD rats into 3 groups, control group, streptozotocin
(STZ) induced diabetic group, and diabetic and melatonin group. Extract mRNA from the myocardial tissue, transcript
it into cDNA, hybridize the cDNA with gene chips, and then statistically analyze the results of gene chip scanning. Re-
sults: Compared with the control group, the protein metabolism related gene expression significantly downregulated
while apoptosis relevant gene expression upregulated in diabetic rats. Compared with the diabetic group, glucose and
protein metabolism related genes expression in high dose melatonin group significantly increased while apoptosis and
oxidative stress genes decreased in melatonin group. Conclusion: The results of gene chip analysis showed that glucose
and protein metabolism, oxidative stress and apoptosis played important roles in the pathogenesis of diabetic cardio-
myopathy.
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Table 1. Dominant difference of gene chips expression in myocar -
dial tissue between DM and CN group
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Table 2. Dominant difference of gene chips expression in myocar -
dial tissue between DM and high dose melatonin group
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