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[ ABSTRACT]

lated to the occurrence and development of coronary heart disease, and metabolism of glucose disorder cannot be ignored in

endothelial cells; abnormal glucose metabolism; coronary heart disease

Coronary heart disease has become a serious harm to human health, endothelial dysfunction is closely re-
endothelial dysfunction.  This article focuses on glucose metabolism, expounds vascular endothelial glucose metabolism in

normal state, and highlights the effect of coronary heart disease on endothelial glucose metabolism as well as the research
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methods of glucose metabolism.
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