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=Abstract=
Spinal Cord Injury Following Electrical Accidents: Case Reports
S.H. Lee, M.D,, ‘HJ. Choi, M.D. and S.1. Yoon, M.D.
Department of Orthopaedic Surgery, Han Il General Hospital, Seoul, Korea

As the industry have been developed more and more, we get more opportunities to contact with el-
ectricity. Accordingly the risk of the electrical accident has been“_increased gradually. In general, the
electrical injuries involve the extremities and result in amputation or severe disability of limbs. Spinal
cord injury following electrical accidents is extremely rare.

Now 3 case histories of the patients with electrical injury to the spinal cord without fracture or di-

slocation of vertebra are herein presented and discussed with regard to previous reports.
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Fig. 1. Anterior and éosferolateral view of the head and face of the patient in case I. Frontal and oc-
cipital bone were largely exposed with dirty infected margin (3 months after the injury).

Fig. 2. EEG.. The graph shows no abnormal

condition at the end of the hyperventilation stage.
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Name; Yang J. Chan = Age; 30 yrs Sex; Male Date; 1986. 6. 26
C.C.; Walking disturbance, both legs
(Electrical burn)
Nerve conduction study

Motor conduction Latency (msec) Amplitude (mV) Velocity (M/sec) F wave
Rt. peroneal N. 4.58 6.17 51.2
Lt. peroneal N. 3.95 6.87 52.0
Rt. tibial N. 5.00 28.13 54.0 39.58
Lt. tibial N. 5.20 18.13 50.8 38.33
Lt. Median N. 2.70 16.71 76.8 20.41
Lt. Ulnar N. 1.87 9.60 61.8 20.83
Lt. radial N. 1.87 6.56 74.9

Sensory conduction H reflx
Rt. peroneal N. 3.25 20.62 43.0
Lt. peroneal N. 3.29 19.37 42,5
Rt. sural N. 3.25 20.00 43.0 26.22
Lt. sural N. 3.04 33.75 46.0 26.6
Lt. median N. 3.04 45.00 84.7
Lt ulnar N. 2.70 31.87 73.5
Lt. lat. antebrachial 2.54 15.00 55.00
Lt. med. antebrachial 2.04 6.25 68.5
Lt radial N. 2.54 30/0 55.0

Somatosensory evoked potential

1. Median Nerve stimulation
Lt. latency of N19 22.29 msec, attenuated.
2. Lt. peroneal N. stimulation
No response
3. Lt. Post. tibial nerve stimulation

No response

Needle EMG
Lt. upper extremity At rest On volition
Biceps silent CIP
Flexor carpi radialis silent CIP
Flexor carpi ulnaris silent Cip. Poly (30%)
Extensor carpi radialis silent CIP
Abductor pollicis brevis P(+) CIP
Abductor disiti quinti increase CIP
Lt. lower extremity
Quadreceps silent PIP
Peroneus longus silent Few motor unit
Gastrocnemius Med. silent PIP

Fig. 3. NCS.. The latency and amplitude of motor and sensory action potentials were within normal
limit. The motor and sensory conduction velocities were within normal limit.

EMG.. Abnormal spontaneous action potentials (increased insertional activity, positive sharp wave) were
noted in Lt. abductor pollicis brevis and abductor digiti quinti at rest. Few motor units were observed in
Lt. peroneus longus on volition.

IMP.. Suggestive upper motor neuron disease without peripheral neuropathy.
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Fig. 4. Contrast C-T scanning from level of C5 to T1 shows no evidence of abnormality in both the:

bony and the soft tissue structures.
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Sagittal view

Fig. 5. Contrast C-T scanning from level of C5
to T2 shows no evidence of abnormality in both
the bony and the soft tissue structures.
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Table 1. Classification of neurologic disorders from electrical shock®

Cerebral syndromes: Hemiplegia, with or without aphasia; striatal syndromes; brainstem syndromes

Spinal syndromes: Spinal atrophic palsies; hematomyelia, spastic paraplegia

Peripheral nerve syndromes: Isolated or multiple radiculopathies or neuropathies

*Modified from Critchley, 1936
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