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Fig. 1. Diagram of complications of
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diabetic neuropathy.

Table 1. Classification and Symptom/Sign of Diabetic Neuropathy

Nerve Symptoms and signs
Autonomic ~ Skin dryness, fissure, inflammation, infection
Motor Foot deformities, ulcer, pressure redistribution
Sensory Paresthesia, pain, loss of protective sense, wound,
inflammation
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Table 2. Pain Syndrome of Diabetic Neuropathy

Syndrome Treament Side effects
Paresthesia TCAs: sleepy, fatigue, dry mouth, bluured vision, urinary retenion
Hypesthesia TCAs + fluphenazine Fluphenazine: tremor
Causalgia
Burning sensation Capsaicin ointment
Mononeuropathy Gabapentin Diziness, nausea, erythema, bone marrow suppression, hypersensitivity
Localized neuropathy Carbamazepine
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Fig. 2. Example of iabetic forefoot ulcer.
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Depth Ischemia
»,
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Fig. 3. Depth and ischemia index of

diabetic foot.
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Table 3. Depth and Ischemia Index of Ddiabetic Foot

Grade Definition

Depth classification

0 The “at-risk” foot: previous ulcer or neuropathy with deformity that may cause new ulceration
1 Superficial ulceration, not infected

2 Deep ulceration exposing a tendon or joint (with or without superficial infection)

3 Extensive ulceration with exposed bone and/or deep infection (i.e., osteomyelitis) or abscess

Ischemia classification

Not ischemic

Iwchemia without gangrene

Partial (forefoot) gangrene of the foot
Complete foot gangrene
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