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Acute Autonomic and Sensory Neuropathy in a Patient with Atypical

Stepwise Progression

Ga Yeon Kim, MD, Bo Ra Kim, MD?, Jong Kuk Kim, MD, Byeol-A Yoon, MD

Departments of Neurology and Radiology”, Dong-A University College of Medicine, Busan, Korea

Acute autonomic and sensory neuropathy (AASN) is very rare immune mediated neuropathy characterized by prominent
dysautonomia and sensory involvement without motor weakness. Most of AASN patients have a rapid onset reaching its
worst within four weeks like Guillain-Barré syndrome. The treatment response is variable. Recently, we experienced a patient
diagnosed as AASN with progressive autonomic and sensory symptoms more than 1 year, and showed good response in
immunotherapy.
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Figure 1. Spine magnetic resonance images. (A) Sagittal T2-weighted image shows cord signal change at dorsal aspect of C1-3 level (arrowheads).
(B) Axial T2-weighted image at the level of C1/2 reveals symmetric bilateral high signal intensity within the dorsal column.
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Figure 2. Autonomic function tests. (A) On Valsalva maneuver, both late phase 2 and phase 4 overshoot were absent and blood pressure recovery

time increased to 25 seconds. (B) During the tilt-table test, orthostatic hypotension was observed. (C) During quantitative sudomotor axonal reflex

test, total sweat volume was decreased only on the forearm and the other sites were in normal range.
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