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Murine remote ischemic preconditioning suppresses diabetic ketoacidosis by
enhancing glycolysis and entry into tricarboxylic acid cycle in the liver with
upregulation of hepatic glucose transporter-4

Kurabayashi, Atsushi
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Hindlimb ischemia-reperfusion (IR) activated the brainstem neurones in the
central parasympathetic nervous system and decreased BS levels by downregulating hepatic
gluconeogenesis and upregulating glucose uptake. The overexpression of GLUT4 on the membrane
peripheries contributed to increasing glucose uptake found in IR-treated livers. This acceleration
of glucose uptake via GLUT4 may induce marked glycogen storage. These results indicated that in the
IR-treated diabetic liver, energy production was promoted through acceleration of the tricarboxylic
acid cycle linked with increased glucose preference rather than fatty acid under feeding conditions.

Indeed, serum ketone body levels were significantly suppressed by IR. It is plausible that IR may
offer a beneficial therapeutic modality for controlling diabetic hyperglycemia and ketoacidosis.
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