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Electrophysiological characteristics of chronic alcoholic myopathy

ZHENG Jian, LIU Yong, XIAO Dao-hong, ZOU Yong-qin (Department of Neuwlogy, Xinqiao Hospital Third Military Medical Universi-
ty» Chongging 400037, China)

Abstract: Objective To investigate the electrophysiological characteristics of chronic alcoholic myopathy.
Methods Muscle fiber conduction velocity, peripheral newe conduction velocity, and induced potentials n 26 pa-
tients with chonic alwholic myopathy, 13 patients with chonic alcoholic peripheral neuropathy, 21 patients with
chronic aleoholic neuromuscular damage, and 20 normal subjects were detected by electromyography and single-fiber
electromyography. Results Electromyography revealed myogenic changes in 9 cases in the myopathy group, neuro-
genic changes in 7 cases in the peripheral neuropathy group, and both kind of changes in 4 cases in the neuromuscu-
lar damage group. Compared with the nomal subjects, neuromuscular jitter and fiber density increased in all patients
(P<<0.05), especially in the patients with neuropathy (P<0.01). Muscle fiber conduction velocity was signifi-
cantly slower in all patients with myopathy (P<Z0.05), but no significant change was found in the other two groups
(P>0.05). Slowed sensory nerve conduction velocity was found in 28 patients (82.35% ) with peripheral neuropa-
thy or neuromuscular damage. Conclusion Electromyography and determination of nerve conduction velocity can be
used to differentiate the alcoholic myopathy from peripheral neuropathy. The abnormal muscle fiber conduction veloci-
ty can be helpful for the wnfirmation of myopathy.
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