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Table 1 Symptoms and signs of peripheral nerveous
system 1n 51 epileptics with chronic anticon-
vulsant therapy

No. of patients

Symptoms
tingling/numbness 7
Signs
hypoesthesia 7
hypo/areflexia 9

AN A HE2LEAE, AEPrA A, v
SEANZ W vEAge] AYHESLE b2t 504,

55.8, 48.7 2 51.3m/sec 2 A A &7+ ¢] 494, 54.0,

475 % 51.0m/sece} H Al £2]3F 2ol 7} g1l
W (i 2), phenytoin }5 Fol -3} carbamazepine
gEEoe] NAMNELEEE YArels) 7}z v st
A L ol g =}ol v} §19151(3E 3, 4), phenytoin
WEFEoy AT carbamazepine ©% ol (-A}o] ol IE
Al Fojg 2oV T (G 5).
Phenytom®+ =t ¥ carbamazepine ¥ % 5
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Table 2. Nerve conduction values 1n a epiletics and controls group

Epileptics Controls
Electrophysiologic test Significance*
Mean SD Mean sD N

Median Nerve

Motor NCV 504 8.1 102 494 70 60 NS

Sensory NCV 55.8 7.6 102 54.0 55 60 NS
Peroneal Nerve

Motor NCV 487 39 102 475 32 60 NS
Sural Nerve

Sensory NCV 513 4.9 102 51.0 1.9 60 NS

NCV. nerve conduction velocity(m/s)

* . Student’s t-test
NS : not significant

Table 3. Nerve conduction values in epilepties with phenytoin monotherapy and controls

Phenytoin monotherapy Controls
Test Significance*
Mean SD N Mean SD N
Median Nerve
Motor NCV 50.4 74 38 494 7.0 60 NS
Sensory NCV 54.1 7.8 38 54.0 5.5 60 NS
Peroneal Nerve
Motor NCV 47.9 3.7 38 475 3.2 60 NS
Sural Nerve
Sensory NCV 52.0 3.0 38 51.0 19 60 NS
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Table 4. Nerve conduction values in epileptics with carbamazepine monotherapy and controls

Carbamazepine monotherapy Controls
Test Significance*
Mean sD N Mean SD N
Median Nerve
Motor NCV 49.0 9.6 30 494 7.0 60 NS
Sensory NCV 53.7 70 30 54.0 55 60 NS
Peroneal Nerve
Motor NCV 48.1 2.7 30 475 3.2 60 NS
Sural Nerve
Sensory NCV 519 29 30 51.0 19 60 NS

Table 5. Nerve conduction values in epileptics with phenytoin and carbamazepine monotherapy

Phenytoin monotherapy Carbamazepine monotherapy
Test Significance*
Mean SD N Mean SD N
Medan Nerve
Maotor NCV 50.4 74 38 49.0 9.6 30 NS
Sensory NCV 541 7.8 38 53.7 7.0 30 NS
Peroneal Nerve
Motor NCV 479 3.7 38 48.1 2.7 30 NS
Sural Nerve
Sensory NCV 52.0 3.0 38 51.9 29 30 NS

Table 6. Prevalence of NCV ahnormalities related to the duration of phenytoin or carbamazepine monotherapy

Years Recewving Phenytoin Years Recerving Carbamazepine
. 1-2 2—3 >3 1-2 23 >3
Electophysiologic test
physioloie fes (n=10)  (1=12)  (1=16)  (n=12) (n=10) (n=7)
Median Nerve
Motor NCV 0 0 0 0 20% (2( 12% (1)
Sensory NCV 0 0 0 0 10 (1) 0
Peroneal Nerve
Motor NV 0 0 € 0 0 0
Sural Nerve
Sensory NCV 0 8% (1) 6% (1) 0 0 0

Table 7. Nerve conduction studies i epileptics with phenytoin monotherapy and combined therapy

Phenytoin monotherapy Phenytomn combmed therapy
Test Signmificance*
Mean SDh N Mean SD N
Median Nerve
Motor NCV 50.4 7.4 38 51.6 84 24 NS
Sensory NCV 57.5 7.8 38 54.1 7.8 24 p <001
Peroneal Nerve
Motor NCV 47.9 3.7 38 48.9 52 24 NS

Sural Nerve
Sensory NCV 52.0 3.0 38 51.5 5.2 24 NS
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Aol B T3 L LxAHAN GUF 4TS
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%)+ Hl<E=slYd oy Eisen 5(1974) 2 Tayor
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ofut o]z oyl Aol A oz 3 F AL e
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87 ¥ A% phenytoin®] A7 E & 2§ Tz
29 %) g Bil(Lovelace 5, 1968 ; Eisen %,
1973 s Dobkin, 1977 ; Shorvon¥ Reynolds, 1982) 7}
7+ EstR ot of = 45 87 @ AlF phenytoin©l
S2AZA hE NAHEAl b FaEr] AR
AA L AFAX 7t F3| ALgEo] & #FF
@45 2] 847} phenytoino] 1 7] WEQI A& 24
x| %%} Swift 5(1981)& phenytoino} 9] 2] 34
HA E A5l T3 phenytointt AF 8381 Fofl A
ABAEEHETE Hug A7 M2 {93 olr}
gl 2 phenytoin®e) & A A he NG5
Aol thE A HA ] v o FaAE Yoo 3
2gi . Krause9) Berlit(1990) & 2.8]# carbama-
zepine™ % 47 ¢] phenytoin®]Y} valproic acidv
SR B AAAESEE HE o B
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o] F4E& dodvn FAsAh o)y A4
= phenytointH5 %o 3} carbamazepine @5 o
LAl MR Foldt zlo]7h g, o)
Geraldini 5(1984) ¥ Krause® Berlit(1990)¢] W
e At ol AT ME phenytointh
Fo## carbamazepine @  Fojt kel 3 EA
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A3 B FoE soksin} FF ole] Ta|AMi:
A%HQA FA7F 48 d Zloi Ata =k Swift
5(1981)-& phenobarbital & 817+ -3 953 9)
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WES I B0t obf mEUE o Ao My
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nytoing AH&-3HE 739 U A] 2FE o] phenytoing
HAFE A 712 8H /2] 3 (free form) 2] phe-
nytoinE =& F7HA71ER %4 (toxicity) o] e}
okl 84 oH(Bruni &, 1980 ; Browne %, 1988).
Swift §(1981) & AHE-§ FAUAV BEFE T
Z2NAAEEE7 Foetd AdEgS Ry
£ A XL phenytoind §F 7o) AFHAA
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Smith9} Krogh(1971) & phenytoin*}% A Bz
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= Abstract=

Alterations of Nerve Conduction Velocities in Epileptics
with Chronic Anticonvulsants Therapy

Hyung Lee MD:; Jeong Geun Lim, MD; Dong Kuck Lee, MD;
Sang Doe Yi, MD; Young Choon Park, MD

Department of Neurology, Ketmyung Unwversity,
School of Medicine, Taegu, Korea

This study was performed to verify whether or not chronic anticonvulsants therapy(> 12 months) is
associated with peripheral nerve dysfunction in epileptics.

Nerve conduction studies were done to 5} epileptics who had been taking long term anticonvulsants
therapy over 12 months.

The mean age of epileptics was 23 years, and was composed of 29 men and 22 women.

The mean nerve conduction velocity(NCV) was not sigmficantly different between epileptics and controls.

Compared phenytoin or carbamazepine monotherapy group with controls, the NCV was not significantly
different 1n two groups, respectively.

In epileptics, the mean NCV was not significantly different between phenytoin and carbamazepine mo-
notherapy group.

There was no significant relationship between NCV and duration of therapy with either phenytoin or
carbamazepine.

In epileptics with phenytoin combined therapy, the mean median sensory NCV was significantly delayed
than in those with -phenytoin monotherapy.

Key Words: Anticonvulsants therapy, Nerve conduction velocity



