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A case of thyrotoxic periodic paralysis with dysfunction
of sensory nerve action potential amplitude during attack
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Table. Nerve conduction study (hospital day 1 — hospital day 3)
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Nerve Site

CMAP or SNAP amplitude (mV or uV)

Motor nerve conduction (Left)

Median nerve APB-Wrist 2.15 —18.1
Wrist-Elbow 2.19 —17.7
Elbow-Axilla 2.14 —18.6
Ulnar nerve ADQ-Wrist 2.96 —14.6
Wrist-Elbow 2.78 —15.2
Elbow-Axilla 240 —14.7
Peroneal nerve BFH-EDB 048 — 8.1
AFH-BFH 0.40 —7.9
Posterior tibial nerve Ankle-AHB 12.9 —18.9
10.1 —14.4
Sensory nerve conduction (Left)
Median nerve Index finger-Wrist 38 —74
Wrist-Elbow* 63 —88
Elbow-Axilla* 151 —190
Ulnar nerve Finger-Wrist 22 —35
Wrist-Elbow* 52 —31
Elbow-Axilla* 122 —148
Sural nerve Lateral malleolus-Calf 143 —222

CMAP: compound muscle action potential, SNAP: sensory nerve action potential

*Mixed nerve conduction study
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