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— Abstract —

Somatosensory Evoked Potentials and Nerve Conduction Studies in Patients
with Chronic Alcoholism

Woo-Kyung Kim, M.D., Young-Chul Choi, M.D.*, Kyoung-Min Chae, M.D.*,
Hyun-Jung Park, M.D., Hee-Chan Choi, M.D., Ju-Hun Lee, M.D., Hong-Ki Song, M.D.

Department of Neurology, Hallym University College of Medicine,
Department of Neurology, Yonsei University College of Medicine*

Objectives: Alcohol is one of the main causes for polyneuropathy and only total abstinence from alco-
hol can give a chance of regeneration or halt of the disease. Therefore, early diagnosis and treatment are
essential for public health problem. Nerve conduction studies are commonly used to evaluate the function
of large myelinated fibers, and are often found to be within normal limits in an early state of polyneuropa-
thy. We assessed somatosensory evoked potentials to determine usefulness in detecting electrophysiolog-
ic abnormalities in the early state of polyneuropathy in alcoholics.

Methods: We performed nerve conduction studies and somatosensory evoked potentials from posterior
tibial nerve stimulation in alcoholic patients having clinical symptoms or signs of polyneuropathy.
Among them, we recruited 15 alcoholics who had normal values of nerve conduction studies. Control
subjects were age and height matched 18 healthy volunteers.

Results: The mean latency of spinal evoked potentials was 22.4 msec for the control subjects and 21.5
msec in for the alcoholics. The mean latency of cortical evoked potentials was 39.3 msec and 41.3 msec
respectively. The cortical evoked potentials were significantly prolonged in alcoholics compared to con-
trol subjects. The mean central conduction time was not different between groups.

Conclusions: This study demonstrate that the latency of cortical evoked potentials is prolonged in the
alcoholics with clinically suspected polyneuropathy and the somatosensory evoked potentials can be a
useful diagnostic test for early detection of alcoholic polyneuropathy.

Key Words: Alcoholism, Somatosensory evoked potentials (SEP), Nerve conduction study
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Table 1. Demographic Characteristics of the Patients and Con-

trols

Controls(n=18)

Alcoholics (n=15)

5481108
168.0+4.5

50.0£11.1
165.1+5.1

Age (yrs)
Height (cm)
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Table 2. Comparison of Nerve Conduction Studies

Nerve Alcoholics Controls
(n=15) (n=18)
Median TL (msec)! 3.10+0.24 3.10£0.44
Motor NCV (m/sec) 57.9+3.00 58.31£4.62
CMAP (mV)? 165401 13.3:3.67
Mixed NCV (m/sec) W-E’ 54.1+2.82 55.6+3.16
Sensory NCV (m/sec) F-we¢ 48.3+6.04 48.0%£3.79
MNAP (uV) W-E 558269 50.5+26.8
SNAP (uV)* F-w 27.8+149 286128
Ulnar TL {msec) 2.37+0.16 2404033
Motor NCV (m/sec) 60.6+4.0 58.8+6.20
CMAP (mV) 168+1.51 13.8x£273
Mixed NCV (m/sec) W-E 556+3.07 54.8+3.10
Sensory NCV (m/sec) F-W 46.6+4.29 4544436
MNAP (uV) W-E 349+15.1 4584203
SNAP (uV) F-W [50+6.14 9.8+10.8
Peroneal TL (msec) 3.4240.55 3.634+0.80
Motor NCV (m/sec) 5224429 469+3.12
CMAP (mV) 5.8442.59 623273
Post.tibial TL (msec) 3.70+£0.63 404£0.82
Motor NCV (m/sec) 5044322 48.6+4.00
CMAP (mV) 2284923 19.74+6.88
Sural Sensory NCV (m/sec) 41.7+2.57 41.0+4.52
SNAP (uV) 202-+11.5 200+£6.79

I. TL:terminal latency, 2. CMAP: compound muscle action potential, 3. MNAP: mixed nerve action potential, 4. SNAP: sensory

nerve action potential, 5. W-E: wrist-elbow, 6. F-W: finger-wrist

Table 3. Comparison of Mean Latencies of Spinal and Cortical Components and Central Conduction Time

Alcoholics (n=15) Controls (n=18) p-value
T12 peak latency (msec) 213+3.1 224+14 ns?
Pl peak latency {msec)' 413+33 392+24 p<.05
Central conduction time (msec) 178+1.4 169+2.0 ns

1. first positive peak

2. no significance
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