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Figure 3D magnetic resonance neurography (3D-MRN) study of lumbosacral nerves

3D-MRN with reconstruction of fat-suppressed T2-weighted images. (A) Healthy volunteer. (B) Patient with the V30M mutation of ATTRm. Dorsal root ganglia:

arrows. Lumbosacral plexus: arrowheads.

A 66-year-old man presented with a S-year history of progressive distal dominant sensorimotor
disturbance, which suggested length-dependent polyneuropathy. 3D magnetic resonance
neurography (3D-MRN) showed enlargement of the dorsal root ganglia and the lumbosacral
plexus (figure). The diagnosis of hereditary transthyretin (ATTRm) amyloidosis was based on
genetic and histopathologic findings.

ATTRm amyloidosis commonly causes length-dependent neuropathy with enlargement of
the sciatic nerve during the early disease stage." Histopathologically, amyloid deposits occur
mainly in the dorsal root ganglia and proximal region of the sciatic nerve.” 3D-MRN may
detect nerve injury associated with amyloid deposits, which leads to early diagnosis of the
disease.
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