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Table. Nerve conduction study
Nerve (R/L) Stimulation site Motor NCS Sensory NCS
TL (ms) CV (m/s) Amp (mV) CV (m/s) Amp (uV)
Median Wrist 2.95/3.25 8.0/7.0 50.0/49.0 36.5/25.7
Elbow 53.0/52.5 7.5/6.5 54.4/51.1 41.3/37.1
Axilla 59.2/60.0 7.3/6.5 57.3/54.3 43.0/27.1
Ulnar Wrist 2.85%2.95" 5.7/5.8 46.3/45.8 16.9/8.5
Elbow 53.2/52.1 5.6/5.7 50.0/54.3 18.5/43.0
Axilla 56.0/59.4 5.5/5.4 50.3/53.7 30.6/15.2
Peroneal Ankle 4.30/4.10 1.6%0.7°
Knee 44.0/43.2 1.2%0.7°
Tibial Ankle 5.35%5.20° 0.7°/0.4°
Popliteal 42.1/43.2 0.8%0.3%
Supf peroneal 44.4/43.1 13.4/13.1
Sural 32.2/32.6 21.5/27.6

R; right, L; left, NCS; nerve conduction study, TL; terminal latency, CV; conduction velocity, Amp; amplitude, Supf; superficial.

*Abnormal values.
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