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A Case of Acute Autonomic Neuropathy after Febrile lliness
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ABSTRACT

In contrast to chronic autonomic neuropathy, acute pure autonomic neuropathy without focal neurological

deficit is usually associated with immune causes, that is, autoimmune autonomic ganglionopathy and
autoimmune disease such as Sjogren's syndrome or paraneoplastic syndrome. We experienced a 12-year-old
boy who presented as acute autonomic neuropathy after febrile iliness and the symptoms had been resolved
spontaneously leaving some residual dysautonomia at 5 years later from the onset. We will discuss about the
etiology and differential diagnosis of acute autonomic neuropathy.

(J Pain Auton Disord 2016;5:48-52)
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Figure 1. (A) Iodine starch test for evaluation of sweat production. There was no sweat droplet on the bilateral trunk. (B) Multifocal sweat
droplets were observed on the left lateral upper arm and (C) the left posterior neck.
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Figure 2. Continuous blood pressure and heart rate monitoring and quantitative sodomotor axon reflex test. (A) Normal heart rate differ-
ence (31.7, normal >14) during deep breathing and decreased heart ratio during Valsalva maneuver (1.44, normal <1.59). (B) Orthostatic
hypotension was observed during head-tilt test. (C) There was no overshoot on phase IV and prolonged pressure recovery time (49 sec) dur-
ing Valsalva maneuver. (D) Total sweat output was decreased on the forearm (0.115, normal 0.38-2.53), proximal leg (0.102, normal

0.80-2.86), and foot (0.088, normal 0.39-2.02).
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Table 1. Characteristics of the major primary autonomic neuropathies?

AAG

AASN AASMN*

Childhood to elderly
(mean = 6th decade of hfe)

Age of onset

Sex Female preponderance
Acute to chronic
CNS involvement and SIADH*

Mode of progression

Non-neuropathic
involvement

Presumed main lesion Autonomic ganglia

Good in some cases, but residual
deficits generally persist

Functional outcome

Associated autoantibodies  Antiganglionic acetylcholine

receptor antibody

Childhood to elderly

Female preponderance
Acute
CNS involvement and SIADH"

Autonomic and sensory ganglia

Poor, but some degree of

Unknown

Childhood to middle age
(mean = 2" 4 decade of life)*

Female preponderance
Acute
CNS involvement and SIADH

Autonomic and sensory ganglia,
and myelin or axons of motor
nerves?

Poorer autonomic dysfunction
as compared with motor
impairment

recovery is expected especially
for autonomic dysfunction

Unknown

uBased on a small number of cases.

"Based on a previous report of 18 cases with positive antiganglionic acetylcholine receptor antibody.

Based on a previous report of 21 cases.
“These manifestations have been reported in some patients.

AAG, autoimmune autonomic ganglionopathy; AASN, acute autonomic and sensory neuropathy; AASMN, acute autonomic sensory and
motor neuropathy; CNS, central nervous system; SIADH, syndrome of inappropriate secretion of antidiuretic hormone.
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