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Table 1 Nerve conduction study.

Nerve DL (ms) CMAP (mV) MCV (m/s) F wave FWL (ms) SCV (m/s) SNAP (uV)
Rt. median 4.10 3.88 47.6 14/16 31.1 46.4 20.16
Lt. median 3.70 6.50 47.6 12/16 30.0 40.6 18.45
Normal limit 4.20 3.50 48.0 31.0 47.0 20.00
Rt. ulnar 2.60 7.79 50.0 15/16 29.9 429 14.19
Lt. ulnar 2.30 7.75 50.0 16/16 27.1 45.8 15.32
Normal limit 3.40 2.80 49.0 27.0 44.0 18.00
Rt. tibial 4.17 19.37 44.4 14/16 60.2
Lt. tibial 3.78 21.49 43.9 15/16 62.7
Normal limit 6.00 2.90 41.0 58.0
Rt. peroneal 4.29 5.10 41.8 5/16 57.9
Lt. peroneal 4.29 1.64 48.9 11/16 52.9
Normal limit 5.50 2.50 40.0 56.0
Rt. sural 34.7 5.2
Lt. sural 30.3 14

Normal limit
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DL = distal latency, CMAP = compound muscle action potential, MCV = motor conduction velocity, FWL = F wave latency
(mean), SCV = sensory conduction velocity, SNAP = sensory nerve action, potential, Rt. = right, Lt. = left.
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Fig. 1 Brain MRI findings.
Bilateral trigeminal nerve before (A/B) (arrows) and one month after IVIg (C/D) (arrow heads). Bilateral

trigeminal nerve with gadolinium enhancement was improved one month after IVIg.
A/C) T, weighted image (FIESTA, axial, 1.5 T; TR 5.0 ms, TE 1.5 ms). B/D) Gadlinium enhanced T, weighted
image (SPGR, axial, 1.5 T; TR 23 ms, TE 3.2 ms).
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Fig. 2 Clinical course.
mPSL = methylprednisoline, IVIg = intravenous administration of high-dose immunoglobulin.
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Table 2 Clinical features of previous cases of acute autonomic, sensory and motor neuropathy (AASMN).

author (ag:/ssix) }i’rrltfeecsgz:;g CSF SIADH treatment di:fl?rsl;)ar I'Sll(ie disi?]g:)z;ce dysautonomia suspected lesion
Okajima et al.” 33/F - ACD - corticosteroid O O A not described
Fuji et al.” 30/F EBV normal - not described X © X postganglionic
Taubner et al.” 62/F - normal - PE/corticosteroid X X X not described
Matui et al.” 33/F - ACD - corticosteroid A (@) O not described
Kurita et al.” 55/F + ACD + corticosteroid O O O not described
Sano et al.” 46/F + ACD - not described X X X postganglionic
Nakagawa et al.” 30/F + ACD - corticosteroid X O X postganglionic
Saito et al.” 24M + ACD - corticosteroid A @) A not described
Yokota et al.” 48/M - ACD - PE/corticosteroid O O @) preganglionic

54/F + ACD - PE/corticosteroid O @) O preganglionic
Hirayama et al."” 26/F CMV ACD + steroid pulse AN AN AN not described
Takahashi et al."” 26/F + ACD - steroid pulse IVIg @) © AN not described
Sakai et al."” 45/F + ACD + IVig X X X postganglionic
Kinoshita et al."¥ 62/M + ACD + steroid pulse IVIg © © O not described
Ueda et al."” 60/M + ACD steroid pulse IVIg © © @) preganglionic
Hanai et al.”” 9/F HPV-B19 ACD + IVig O O X postganglionic
Present case 46/M + ACD + steroid pulse IVIg O O A postganglionic

EBV = Epstein-Barr virus, CMV = cytomegalovirus, CSF = cerebrospinal fluid, ACD = albumin-cytologic dissociation, PE = plasma
exchange, IVIg = intravenous administration of high-dose immunoglobulin, © = markedly improved, O = moderately improved, & = slightly

improved, X = not improved.
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Abstract

A case of acute autonomic, sensory and motor neuropathy with swelling
and gadolinium enhancement of bilateral trigeminal nerve on MRI
and dissociation between superficial and deep sensation disturbance

Hiroyuki Naito, M.D.”, Hikaru Doi, M.D.”, Saeko Inamizu, M.D.”,
Hijiri Ito, M.D.? and Takehisa Araki, M.D."”

"Department of Neurology, Hiroshima Red Cross Hospital and Atomic Bomb Survivors Hospital
“Hananosato, Miyoshi Neurology Clinic

We report a case of a 46-year old man with acute autonomic, sensory and motor neuropathy (AASMN). He developed
severe orthostatic hypotension, anuria, anhydrosis, tonic pupil with dysarthria, dysphagia, jaw claudication, and
dysesthesia and sharp pain several days after symptom of upper respiratory infection. Neurological examination revealed
severely decreased superficial sensation with normal deep sensation. Brain MRI findings showed bilateral trigeminal
nerve swelling with gadolinium (Gd) enhancement. His motor and sensory symptoms and MRI abnormality were
improved after the administration of intravenous immunoglobulin and intravenous methylprednisolone therapy; however
his autonomic symptoms scarcely reacted to these immunotherapies. As long as we investigated in AASMN cases,
bilateral trigeminal nerve swelling with Gd enhancement and dissociation between superficial and deep sensation
disturbance have not reported, suggesting that the present case mainly disrupted C nerve fibers distributing post-
ganglionic autonomic and temperature-pain sensory nerves.

(Clin Neurol 2013;53:125-130)
Key words: acute autonomic, sensory and motor neuropathy (AASMN), dysautonomia, orthostatic hypotension, trigeminal

nerve




