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Chronic Inflammatory Demyelinating Polyneuropathy Presenting
as Features of Guillain—Barre Syndrome
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By definition, the time to reach nadir in Guillain-Barre
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syndrome (GBS) is within four weeks. This is in contrast to

the chronic inflammatory demyelinating polyradiculoneuropathy (CIDP), which progress for at least two months. How-
ever, CIDP can take a relapsing and remitting form and could mimic treatment related fluctuations of GBS (GBS-TRFs)

especially during the early phase of disease. We report

a patient with CIDP who initially presented with a rapidly

progressive limb weakness mimicking GBS, but finally showed good recovery after long term corticosteroid therapy.
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Table 1. Nerve conduction studies of left upper and lower extremities compatible with sensorimotor demyelinating polyradiculo-

neuropathy
Nerves Stimglation Recording Amplitude” Termitz:lrllsiatency Conduct(irc;ES)V elocity F Wiﬁse?)ltency
(Left) Site Site — l
At admission/ at recovery (3 month)
Median (m) Wrist APB 15.3/10.5 7.1/4.4 37.2/37.8
Elbow APB 11.3/10.1 31.7/36.9
Axilla APB 8.6/10.1 33.7/46.6
Median (s) Index finger Wrist 5.6/44.4 27.5/49.5
Ulnar (m) Wrist ADM 12.2/10.1 4.0/3.7 36.6/37.6
Below elbow ADM 9.4/9.9 40.0/48.5
Above elbow ADM 9.0/8.9 20.5/32.1
Axilla ADM 3.9/8.4 41.2/46.0
Ulnar (s) Little finger Wrist 4.8/18.8 28.6/45.8
Tibial (m) Ankle AHB 12.4/18.0 9.5/5.9 79.9/58.9
Popliteal fossa AHB 10.5/14.5 34.0/42.2
Peroneal (m) Ankle EDB 12.6/12.1 9.08/6.7 79.0/57.8
Fibular head EDB 11.0/10.8 34.6/44.6
Popliteal fossa EDB 6.8/10.4 25.9/37.1
Peroneal (s) Ankle Shin NR/13.5 NR/42.2
Sural (s) Ankle Calf 18.0/NP 29.3/NP

*Amplitudes are calculated with peak-to-peak: motor in millivolts; sensory in microvolts

NL; Normal limits, m; motor study, s; sensory study, Lt; left, NL; normal, APB; abductor pollicis brevis, ADM; abductor digiti
minimi, AHB; abductor hallucis brevis, EDB; extensor digitorum brevis, NR; not recordable

All sensory conduction velocities are calculated using peak latencies
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Figure 1. The time course of the patient.
This shows fluctuations in relation to the
timing of the treatment. Ultimately, motor
function was regained after long term
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immunosuppressant therapy.
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