Peripheral neuropathies with autonomic dysfunction
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Autonomic nerve fibers are selectively or predominantly affected in various peripheral neuropathies. Autonomic dysfunctions involv-
ing cardiovascular, gastrointestinal, sudomotor, urogenital systems not only bring the patients into the troubles but rarely cause to
death. Diabetes mellitus is the most common cause of autonomic neuropathy. Amyloidosis, infections, drugs, and toxins are another
causes of peripheral autonomic neuropathy. There has been convincing evidence of autoimmune autonomic neuropathies, as well.
Early recognition of the symptoms or sign and proper management are important to keep the patient’s quality of life and survival.
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Table 1. Peripheral neuropathies accompanying autonomic dys-
function

Diabetic neuropathy

Amyloid neuropathy

Guillain-Barre syndrome

Immune-mediated and paraneoplastic neuropathies
Autoimmune autonomic ganglionopathy
Paraneoplastic neuropathies
Sjogren's syndrome

Hereditary neuropathies
Hereditary sensory and autonomic neuropathies
Fabry's disease
Tangier disease
Multiple endocrine neoplasia, type 2b

Toxic neuropathies
Acrylamide
Vincristine, Cisplatinum, Taxol, Doxorubicin, Boltezomib,

Amiodarone

Modified from: Freeman R. Autonomic peripheral neuropathy. Neurol
Clin 2007;25:278.
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Table 2. Drugs, chemicals, poisons and toxins causing autonomic
dysfunction

Decreasing sympathetic activity
Clonidine
Methyldopa
Reserpine
barbiturates
Alpha-adrenoreceptor blokade (phenoxybenzamine)
beta-adrenoreceptor blockade (propranolol)
Increasing sympathetic activity
Amphetamines
Sympathetic uptake blockers (Imipramine)
Monoamine oxidase inhiibtors
Beta adrenorecptor stimulants (isoprenaline)
Decreasing parasympathetic activity
Antidepressants (imipramine)
Tranquilizer (phenothiaxines)
Anticholinergics (atropine, benztropine)
Increasing parasympathetic activity
Cholinomimetics (bethanechol, pilocarpine)
Anticholinesterases
Miscellaneous
Alcohol, thiamine deficiency
Vincristine, Cisplatin, Taxol, Thallium, Arsenic, Mercury
Ciguatera toxicity
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