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[Abstract] Diabetic peripheral neuropathy (DPN) is a symptom and/or sign of peripheral nerve

dysfunction that occurs in patients with diabetes mellitus when other causes are excluded. DPN, one of the most
common complications of diabetes mellitus, can lead to disability, foot ulcers, and amputation at a later stage.
Its pathogenesis is closely related to high glucose-induced inflammatory damage, oxidative stress, mitochondrial
disorders, and apoptosis in neural tissues. The p38 mitogen-activated protein kinase (p38 MAPK) signaling
pathway is a key mechanism mediating the expression of inflammatory factors, oxidative factors, and apoptotic
factors of neural tissues in DPN. The inflammatory response, oxidative stress damage, and apoptosis, induced
by the activation of p38 MAPK phosphorylation by factors such as high glucose, can cause cell lipid
peroxidation, protein modification, and nucleic acid damage, which results in axonal degeneration and
demyelination changes. The current treatment of DPN with western medicine has obvious shortcomings such as
adverse effects and addictive tendencies. In recent years, the research on traditional Chinese medicine (TCM) in
the prevention and treatment of DPN has gradually increased, and the exploration of Chinese medicine
intervention in the p38 MAPK pathway transduction to improve DPN has advanced. The present study reviewed
the relations of the p38 MAPK pathway with insulin resistance and peripheral neuropathy and summarized the
molecular biological mechanisms involved in the pathological process of DPN, such as inflammation regulation,
oxidative stress, polyol pathway regulation, and Schwann cell apoptosis in the past 10 years. In addition, the
literature on Chinese medicine monomers, Chinese patent medicines, and Chinese medicine compounds in
inhibiting inflammatory reactions, oxidative injury, and apoptosis of DPN peripheral nerves based on the p38
MAPK pathway, resisting axonal degeneration and demyelination changes, improving sensory and motor
abnormalities, relieving peripheral pain sensitization, and facilitating nerve conduction mechanism to provide
references for the development of new drugs for clinical prevention and treatment of DPN.

[Keywords] diabetic peripheral neuropathy; inflammation; oxidative stress; apoptosis; p38 mitogen-

activated protein kinase (p38 MAPK) ; Chinese medicine; mechanism; research progress
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Bif 73 F-1(sVCAM-1) 1 2 35 7K1, 1 9 4% 48 JiE 451
i, P9 DPN A& 2 4 . 5073k i 2517 SR T R 9
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