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— Abstract -
Electrodiagnostic Evaluation of Brachial Plexopathies
Dong-Sik Park, M.D.

Deparmment of Rehabilitation Medicine, Hallym University College of Medicine

The brachial plexus is a large, vulnerable peripheral nervous system structure, which is diffucult to assess
electrophysiologically because of its proximal location and its complexty. Almost all brachial plexopathies
cause either axon loss or, less commonly, combinations of axon loss and demyelinating conduction block.
The axon loss will affect the amplitudes of motor and sensory nerve conduction studies on distal stimula-
tion, as well as causing positive sharp waves and fibrillation potentials and motor unit potential dropout
on needle electorde examination.

To adequately assess the brachial plexopathies, a thorough taking of history and a physical examination
should be done prior to electrodiagnostic study.

In the electrodiagnosis, extensive nerve conduction studes including “uncommon” nerves should be per-
formed in combination of an extensive needle electrode examination.
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Fig. 1. The basic upper extremity nerve conduction study assessment.
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Table 1. The frequency that axon loss lesions of individual brachial plexus elements produce various sensory NCS abnormalities

Sensory NCS Upper trunk Middle trunk Lower trunk Lateral cord Posterior cord Medial cord
LABC 100% 0% 0% 100% 0% 0%
Med-D1 100% 0% 0% 100% 0% 0%
Med-D2 20% 80% 0% 100% 0% 0%
Med-D3 10% 70% 20% 80% 0% 20%
S-Radial 60% 40% 0% 0% 100% 0%
Uln-D5 0% 0% 100% 0% 0% 100%
MABC 0% 0% 100% 0% 0% 100%

Abbreviations: LABC, lateral antebrachial cutaneous NCS; Med-D1, median NCS recording from first digit; Med-D2, median NCS
recording from second digit; Med-D3, median NCS recording from third digit; MABC, medial antebrachial cutaneous NCS; S-Radi-
al, superficial radial NCS; Uln-D5, ulnar NCS recording from fifth digit.
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Fig. 2. Upper trunk nerve conduction study assessment.
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Fig. 3. Middle trunk nerve conduction study assessment.
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