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Suppression of propofol-induced mitochondria-dependent cytotoxicity by HIF-1
activation
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In cells with sustained activation of the transcription factor HIF-1, we
found that the glycolytic system, which metabolizes glucose from pyruvate to lactate, was converted
to a dominant metabolic pathway by the action of GLUT1 and LDHA, and the supply of electrons to the
mitochondrial respiratory chain was suppressed by the action of PDK1, which suppresses the pathway
through which pyruvate is transported to the mitochondria and converted to acetyl-CoA. In other
words, HIF-1 activation in RCC4 cells reprogrammed the cells to a metabolic state that does not rely

on mitochondrial respiration.
From these results, we concluded that propofol-induced cytotoxicity could be prevented by
suppressing ROS production by artificially controlling HIF-1 activity.
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