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Abstract: Diabetic cardiomyopathy is a specific cardiomyopathy that is induced by hyperglymia, which mechanisms are still highly e-
lusive. Endoplasmic reticulum plays an important role in the development of diabetic cardiomyopathy as its stress and calcium handling pro-
teins cooperate to keep the myocardial cell properly functioning. The endoplasmic reticulum stress in a certain extent can maintain the protein
to correct folding. Serious or long-term endoplasmic reticulum stress will initiate apoptosis and calcium handling proteins may maintain intra-
cellular calcium balance. Hyperglycemia induces endoplasmic reticulum stress and calcium channel destruction, leading to cardiomyocytes
apoptosis and abnormal changes in calcium homeostasis, which causes myocardial necrosis, hypertrophy and fibrosis. The aim of this review

is to highlight the advances in understanding the mechanism and intervention of the endoplasmic reticulum in the development of diabetic car-

diomyopathy.
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