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A Case of Acute Motor Conduction Block Neuropathy

Associated with Anti-GM1 Antibody

Kang-Min Park, M.D., Jong-Seok Bae, M.D., Sang-Jin Kim, M.D.,

Jeong-Nyeo Lee, M.D.}, Jong-Kuk Kim, M.D.?

Department of Neurology and ‘Laboratory medicine,

Inje University College of Medicine, Busan Paik Hospital, Busan, Korea
’Department of Neurology, Kosin University College of Medicine, Busan, Korea

A 33-year-old women developed weakness in all limbs 3 days prior to admission. Motor examination showed decreased
strength in all limbs, but sensory examination was normal. Deep tendon reflexes were areflexia. Electrophysiological
examination showed conduction blocks with nearly normal conduction velocities and terminal latencies in motor nerves
and normal amplitudes and velocities in sensory nerves. Her serum was positive for 1gG antibodies to gangliosides GM1,
GD1b, and galactocerebroside. Acute motor conduction block neuropathy may be another variant of Guillain-Barre

syndrome.
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Table 1. Serial nerve conduction studies at 5 days after symptom onset(the first study) and at day 25(the second study)

Nerve stimulated Latency (ms) Amplitude (mV) Velocity (m/s)
Motor (R/L) 1st 2nd st 2nd 1st 2nd
Median Wrist 3.8/4.1 3.4/3.4 6.6/6.0 6.2/6.8
Elbow 3.8/2.8 5.2/5.5 64.7/56.5 53.7/53.0
Axilla 3.5/3.0 5.0/5.2 55.8/77.8 51.9/81.0
F-latency 27.5/28.9 28.3/28.0
Ulnar Wrist 2.7/2.8 2.4/3.1 5.6/6.0 5.6/5.2
Below elbow 5.0/5.6 5.3/5.0 71.7/58.7 57.7/57.5
Above elbow 1.6/1.6 4.4/4.4 33.3/27.6 43.7/58.8
Axilla 1.5/0.8 81.8/70.8
F-latency N/N 32.0/30.2
Peroneal Ankle 3.8/4.0 3.8/3.0 2.6/3.4 3.3/35
Knee 1.0/24 2.7/2.6 50.0/44.9 47.5/42.7
F-latency N/N 48.3/55.2
Tibial Ankle 4.1/4.3 3.1/3.7 9.9/10.0 11.9/9.7
Knee 8.1/8.5 9.4/7.4 52.9/48.7 47.3/45.6
F-latency 47.3/50.5 51.9/50.6
Nerve stimulated Latency (ms) Amplitude (xV) Velocity (m/s)
Sensory and Mixed (R/L) st 2nd 1st 2nd 1st 2nd
Median Finger-wrist 2.88/2.75 2.59/2.50 49.0/43.2 19.4/44.8 41.7/40.0 42.5/46.0
Wrist-elbow 13.34/4.0 3.78/3.63 84.0/92.8 86.0/49.0 59.9/50.0 52.9/56.5
Elbow-axilla 2.25/2.26 2.69/2.56 136/131 177/100 66.7/60.0 52.0/60.5
Ulnar Finger-wrist 2.69/2.56 2.19/2.44 27.2/19.2 28.4/15.6 37.2/39.1 47.9/41.0
Wrist-elbow 4.50/4.84 4.09/4.34 38.0/52.8 75.2/30.8 53.3/49.6 59.9/55.3
Elbow-axilla 2.97/2.38 1.97/2.81 92.0/73.0 10.0/44.0 47.1/56.7 50.0/53.4
Sural 2.81/2.94 2.91/2.75 44/36.8 28.4/12.0 42.7/35.7 43.0/36.4

R/L; right/left, N; unobtainable potential, Figures with single underline are values showing conduction block.

90 J Korean Society for Clinical Neurophysiology / Volume 9/ December, 2007
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