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Abstract

Regional nerve block is more frequently applied for pregnant woman with hyperglycemia. But there was no evidence for that pregnant

woman with hyperglycemia is more sensitive to local anesthetics neurotoxicity. According to previous studies, hyperglycemia and local

anesthetics both could influence calcium metabolism, ultrastructure and function of some organelle and MAPKSs signaling pathway including

extracellular signal-regulated kinase (ERK), c-Jun Nterminal kinase (JNK), p38MAPK. So that, pregnant woman with hyperglycemia may be

more sensitive to local anesthetics neurotoxicity.
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