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Fig. 1 Electroencephalography.

(A) Pattern of electroencephalography electrodes. Reference electrodes were placed over the bilateral earlobes and others over the
whole head as shown. (B) Electroencephalography traces recorded from pairs of electrodes as described in (A). The bottom trace is the
electrocardiogram (ECG). A1: left ear, A2: right ear. Electroencephalography showed high amplitude sharp waves in the frontal region.
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Fig. 2 Brain magnetic resonance (MR) images.
T, weighted images of axial (axial, 3.0 T; TR, 3,200 ms; TE, 99 ms) (A, B) and T, weighted image of sagittal (sagittal 3.0 T; TR,
450 ms; TE, 12 ms) (C) brain MR images through the pons, putamen, and cerebellum. MR images revealed no abnormalities such

as atrophy of the putamen, pons, or cerebellum.
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Fig. 3 Clinical course.
From top to bottom; vitamin complex was administered during the patient’s previous hospitalization. Upon admission to
our hospital, L-dopa was administered. Following these treatments, we administered two courses of intravenous methyl-
prednisolone pulse therapy (IV mPSL) and one course of intravenous immunoglobulin therapy (IVIg), which improved the
symptoms of rigidity, bradykinesia, and dystonia. The bottom illustration is the Barthel index (BI) over a 4-month period from

admission. X: day of admission.
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Abstract

A case of an anti-Ma2 antibody-positive patient presenting with variable CNS symptoms mimicking
multiple system atrophy with a partial response to immunotherapy

Wataru Shiraishi, M.D.", Yasutaka Iwanaga, M.D."” and Akifumi Yamamoto, M.D."

YDepartment of Neurology, JCHO Kyushu Hospital

A 70-year-old man with a 5-month history of progressive bradykinesia of the bilateral lower extremities was admitted
to our hospital. At the age of 64, he underwent proximal gastrectomy for gastric cancer. He also had a history of subacute
combined degeneration of the spinal cord since the age of 67, which was successfully treated with vitamin B12 therapy.
Four weeks before admission to our hospital, he admitted himself to his former hospital complaining of walking difficulty.
Two weeks later, however, his symptoms progressed rapidly; he was immobilized for two weeks and did not respond to
the vitamin therapy. On admission to our hospital, he showed moderate paralysis of the lower extremities, cog-wheel
rigidity of the four extremities, and dystonic posture of his left hand. He also showed orthostatic hypotension and
vesicorectal disorders. Blood examination and cerebrospinal fluid analysis revealed no remarkable abnormalities.
Electroencephalography showed frontal dominant, high voltage, sharp waves. His brain and spinal MRI revealed no
notable abnormalities. We suspected autoimmune disease and commenced one course of intravenous methylprednisolone
therapy, resulting in improvement of the parkinsonism and orthostatic hypotension. Based on these results, we
investigated possible neural antigens and detected anti-Ma2 antibody. In addition to limbic encephalitis, anti-Ma2
antibody-positive neural disorders are characterized by rapid eye movement sleep behavior disorders or parkinsonism.
Here, we report an anti-Ma2 antibody positive patient presenting variable CNS symptoms mimicking multiple system
atrophy, who responded to immunotherapy.

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:96-100)
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