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Treatment-induced neuropathy of diabetes: insulin neuritis

Eun Hee Sohn

Department of Neurology Chungnam National University Hospital, Daejeon, Korea

Treatment induced neuropathy in diabetes (TIND) which was also known as insulin neuritis is a small fiber and autonomic neuro-
pathy that appears after rapid improvements in glucose control. The risk of developing TIND is associated with the magnitude and
rate of change in HbA1C and insulin which is known as risk factor of TIND has no effect on it. Neuropathic pain and autonomic dys-
function severity correlate with the magnitude of change in HbA1C. Therefore TIND is a iatrogenic cause of acute, painful autonomic

neuropathy in patients with poor glycemic control.
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Table 1. Proposed diagnostic criteria for treatment induced neuropathy in diabetes (TIND) and diabetic cachectic neuropathy

Treatment induced neuropathy in diabetes

Diabetic cachectic neuropathy

History 1. Improved control of diabetes (type 1 or 2) following
insulin or oral antidiabetic treatment

AND:

2. Onset of neuropathic pain (weeks from treatment): <6

months
3. Autonomic symptoms

1. Recent diabetes onset (type 1 or 2)

AND:

2. Severe unintentional weight loss

3. Autonomic symptoms

4. History of eating disorder in diabetes type 1

4. History of eating disorder in diabetes type 1

Clinical criteria 1. Painful paresthesia

AND:

2. Symptoms suggestive of autonomic neuropathy

Electrodiagnostic criteria
2. Can be normal at the initial stages

Autonomic testing
1. Baseline HbA1C> 10%
AND:

2. HbA1C after treatment < 9%
OR:

Laboratory

3. Drop of HbA1C> 2% within 3 months

AND:

1. Consistent with sensorimotor polyneuropathy

1. Parasympathetic and sympathetic dysfunction

1. Painful paresthesia

AND:

2. Symptoms suggestive of autonomic neuropathy
AND:

3. Weight loss > 10% of baseline body weight

1. Consistent with sensorimotor polyneuropathy
2. Can be normal at the initial stages

1. Parasympathetic and sympathetic dysfunction

1. Baseline HbA1C > 6.5%

AND:

2. Normal values of TSH, ANA, vitamin B12, B1,
protein electrophoresis

4. Normal values of TSH, ANA, vitamin B12, B1, protein

electrophoresis

Alternative diagnosis excluded  Other polyneuropathies

Pancreatic carcinoma, celiac disease, other cause of
severe weight loss
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