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Pharmacotherapy of diabetic
peripheral neuropathy
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[ Abstract ]

Diabetic peripheral neuropathy is neuropathic pain. There are various treatment methods and pharmacotherapy is the most

important one. Active control of blood glucose and early vigorous and effective nerve repair are the principles of treatment for

diabetic peripheral neuropathy. Pharmacotherapy includes neuropathic pain medications , nerve repair drugs, local treatment

drugs, antioxidants, calcium antagonists, etc. It is difficult to achieve good results by monotherapy, and often requires

combined therapy .
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