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Advances in serum markers related to diabetic peripheral neuropathy
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Abstracts: Diabetic peripheral neuropathy ( DPN) is the most common chronic complication in diabetic patients. The

common clinical manifestation of DPN is bilateral limb symmetry which is mainly involving motor, sensory and autonomic

nerves. Recently, many researches show that a variety of biological markers are closely related to the occurrence and

development of DNP, which has certain clinical value in prediction of early DPN patients. This article describes the

relationship between neuron specific enolase (NSE) , myelin basic protein ( MBP) , anti-ganglioside lipid antibody ( anti-

GS-ab) ,serum visfatin,25 hydroxy vitamin D3 [25( OH) D3 ], cardiolipin acyltransferase 1 ( ALCAT1) and DNP,which

could provide a theoretical basis for early diagnosis and prevention of DPN.
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