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Anti-myelin-associated Glycoprotein Antibody
Neuropathy: A Case Report

Hsin-1 Wu, Cheng-Liang Chou, Shun-Ping Cheng,?! Tcho-Jen Liu, Rai-Chi Chan

Department of Physical Medicine and Rehabilitation, Taipei Verterans General Hospital,
and Department of Physical Medicine and Rehabilitation, School of Medicine,
National Yang-Ming University, Taipei;
1Department of Physical Medicine and Rehabilitation, Keelung Hospital, Department of Health, Keelung.

Polyneuropathy is common in the field of rehabilitation medicine. Its symptoms include sensory
impairment in the distal limbs, ataxia, tremor, and pinch weakness. Electrophysiology will show multiple
neuropathies with distal involvement first. Sensory nerve impairment usually appears earlier than motor
nerve impairment. In severe cases, muscle atrophy can also be seen.

Due to the multiple etiologies of polyneuropathy, the treatments vary. We report a rare case of
anti-MAG neuropathy. The patient is a 88-year-old retired veteran, who complained of bilateral lower leg
weakness and numbness in the distal part of all limbs. He visited the neurology OPD and was diagnosed
with anti-MAG neuropathy in 1995. Plasma phoresis replacement and an intravenous injection of
immunoglobulin were given but in vain. Recently, he had difficulty in dressing, and an unsteady gait was
also noted. Thus, he was admitted on June 23, 2002 for comprehensive rehabilitation. Physical
examination revealed muscle power in the upper limbs, as grade 4, bilateral hand grasp as grade 3,
lower limbs as grade 4, and atrophy of the intrinsic muscles of both hands. Deep tendon reflex was
absent in the bilateral legs. All sensory tests were impaired in the distal parts of the four limbs. The
patient underwent balance and ambulation training, and the gait pattern then improved progressively.
With support by an upper arm orthosis, hand function improved. ( Tw J Phys Med Rehabil 2004; 32(1):
47 -53)

Key words: neuropathy, anti-myelin-associated glycoprotein antibody
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