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A Case of Sensory Guillain-Barre syndrome

Yong-Seok Choi, M.D., Jung-MeeKim, M.D., Young-Su Han, M.D., Kyung-Man Cha, M.D.,
Jeong-Ho Han, M.D., Eun-Kyoung Cho, M.D., Doo-Eung Kim, M .D.

Department of neurology, Seoul Veterans Hospital

The sixty two-year-old woman was admitted with facial diplegia and ataxic gait. Neurological examination revealed
areflexia and sensory ataxia with decreased sensation of position and vibration in both lower extremities.
Electrophysiologic study suggest motor dominant demyelinating polyneuropathy and bilateral facial neuropathy. CSF
study revealed no cells and increased proteins. After intravenous immunoglobulin therapy, sensory ataxia and electro-

physiological study had markedly improved for 3 months.
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Figure 1. Blink reflex study (A, B) and Facial Nerve Conduction Study (C)
(A)During right supraorbita nerve stimulation, ipsilateral R1 response are delayed, and ipsilateral R2 and contralateral R2
response is not detected. (B) During left supraorbital nerve stimulation, ipsilateral R1, and R2 response are not detected,
and contralateral R2 response is normal. (C) Prolonged latency and decreased amplitude of CMAP are noted during right
and |eft nerve stimulation.

Table 1. Seria nerve conduction studies of right upper and lower extremities

1st 2nd 3rd
5 days 19 days 53 days
latency/NCV Amp latency/NCV Amp latency/NCV Amp
Motor NCS (mgm/s) (mV) (mg/m/s) (mV) (ms/m/s) (mV)
Median nerve
Termina 11.00 0.80 10.40 184 6.20 550
Wrist-elbow 44.00 0.70 51.10 1.68 63.80 4.00
Elbow-axilla 56.20 0.40 72.90 1.68 60.70 5.00
F-latency NP 33.90 32.80
Ulnar nerve
Terminal 6.00 1.70 6.00 2.70 4.00 6.70
Wrist-elbow 47.80 1.60 56.50 2.36 37.50 6.50
Across elbow 55.50 1.50 46.10 2.20 57.50 6.00
Elbow-axilla 55.00 1.10 50.00 2.20 60.00 6.00
F-latency NP 34.00 30.00
Posterior tibial nerve
Terminal 7.80 1.16 6.20 220 5.80 5.60
Ankle-knee 42.00 1.10 37.20 1.80 47.00 4.10
F-latency NP 50.00 46.60
Peroneal nerve
Terminal 20.80 1.00 19.60 164 11.00 1.28
Ankle-fibular head 50.00 1.00 37.80 164 43.30 1.00
Fibular head-knee 41.60 1.00 47.20 1.60 50.00 1.00
F-latency 70.00 65.20 54.40
Sensory NCS NCV (m/s) Amp (mV) NCV (m/s)  Amp (mV) NCV (m/s)  Amp (mV)
Median nerve
Finger-wrist 36.70 10.00 34.80 5.00 29.70 5.00
Wrist-elbow 52.30 10.00 55.20 15.00 54.70 10.00
Elbow-axilla 60.70 20.00 58.30 15.00 54.80 20.00
Ulnar nerve
Finger-wrist 35.00 10.00 32.60 10.00 28.20 10.00
Wrist-elbow 52.30 10.00 52.50 10.00 54.70 20.00
Elbow-axilla 56.60 20.00 58.30 20.00 56.60 30.00
Sura nerve 32.80 7.20 33.30 10.00 36.10 10.00

NCV: nerve conduction velocity, NCS: nerve conduction study, Amp: amplitude
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Figure 2. Median (A, B) and posterior tibial (C, D) motor nerve conduction velocity study
At hospital 5 days, prolonged terminal latency and dispersion were noted in the right median (A) and posterior tibial (C)
nerves. At hospital 53 days, dispersion disappeared and the findings of motor nerve conduction study were improved in the
right median (B) and posterior tibial (D) nerves.
TL: terminal latency, W: wrist, E: elbow, AX: axilla, K: knee, A: ankle
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