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Peripheral neuropathies selectively or predominantly involving small caliber nerve fibers, AS and C fibers, are classified as small fiber
neuropathy (SFN). The causes of SFN are numerous, encompassing from relatively common to extremely rare conditions. Clinical fea-
tures of SFN are typically burning pain and impaired thermal and pinprick sense while deep sensory is preserved. Though it is not
common condition, it may provide important clue to differential diagnosis of peripheral neuropathy, even leading to discover treat-
able neuropathy. In this lecture, | will describe clinical manifestation and diagnosis of common and uncommon SFN.

Keywords: Small fiber neuropathy, Prediabetes, Fabry disease, Familial amyloidotic polyneuropathy
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Neuropathy in prediabetes
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Common and Uncommon Small Fiber Neuropathy
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Erythromelalgia

S AR5 (erythromelalgia, ©]3} EM)L erythro (red),
melos (extremity), algos (pain)¢] E3to]g2, 7o g A}
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Table 1. ARAZHS QB 4 QU ol Mt

Common Uncommon

Glucose dysmetabolism (impaired
glucose tolerance)
Erythromelalgia

polyneuropathy

Chronic alcohol abuse

Toxic (chemotherapeutics)

HIV infection

Fabry disease

Familial amyloidotic

Acute intermittent porphyria
Guillain-Barre syndrome
Heavy metal toxicity
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Common and Uncommon Small Fiber Neuropathy
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Table 2. BMAIX|EZ0| 22 21 YIOIEISH} XICIZAA}

Erythromeralgia classification and cause

Diagnostic test

Primary erythromeralgia

Juvernile onset familial

Juvernile onset sporadic

Adult onset familial

Adult onset sporadic

Secondary erythromeralgia
Myeloproliferative disease
Cholesterol emboli, hypercholesterolemia
Autoimmune disease (SLE, RA, ITP)
Diabetic neuropathy

Fabry's disease

Small fiber neuropathy
Inorganic mercury poisoning
Paraneoplastic syndrome
Medication;verapamil, nifedipine
HIV-1 positive/AIDS

Sciatica

Assess for Nav1.7 mutations
Assess for Nav1.7 mutations
Assess for Nav1.7 mutations
None

Complete blood count, platelet count, aspirin response
Blood lipid, MR angiography

Antinuclear antibody, ESR, RF, C-reactive protein, ANCA
Fasting glucose, 2h oral glucose tolerance test
a-galactosidase A enzyme assay in males;

DNA testing is more reliable in females

Nerve conduction study, skin biopsy

Serum mercury level

CT scanning for primary neoplasm

NA

HIV-1 screening

Neurologic examination, electromyography, neuroimaging

Abbreviation: ESR, erythrocyte sedimentation rate; RF, rheumatoid factor; ANCA, antineurtrophil cytoplasmic antibodies; NA, not applicable

(modified from Nat Clin Pract Neurol 2007)
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Familial amyloidotic polyneuropathy

1. 2H71™

7}1EAdod 2 o] = A1 7 W F(familial amyloidotic poly-
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Common and Uncommon Small Fiber Neuropathy
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