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Serum Neuron Specific Enolase in Vertiginous Patients

Won-Joo Kim, M.D., Sun-Kvweon Kim, M.D., Chul-Hyoung Lyoo, M.D., Won-Chan Kim,M.D.,
Yong-Duk Kim, M.D., Young-Chul Choi, M.D.,, Myung-S

e,

Department of Neurology, Youngdong Severance Hospital, Yonsei University, College of Medicine

Background : Vertiginous sense means sensation of rotation. Many patients suffer from vertiginous sense and visit
emergency room or clinics. It is important to differentiate the vertigo patients into peripheral type and central type,
because central vertigo need urgent treatment. Neuron specific enolase (NSE) is a component of specific brain enzyme
and consist of 1.5% of total brain protein and is a useful marker to detect brain injury. We evaluated the significance of
NSE in vertiginous patients. Methods : We performed this test in acute vertiginous patients whose attack started within
24 hours. Neurological examination, MRI and vestibular function test were performed. By these results, ten peripheral
type vertiginous patients and twelve central type patients were sclected. Results : The mean NSE level of control was
6.4+ 3.4 ng/ml, peripheral type patients was 7.6 + 2.8 ng/ml and central type was 12.0 + 3.9 ng/ml. The central type
patients group was significantly higher than other group (p<0.05). Conclusions : The Neuron specific enolase (NSE)
level is significantly higher in central vertiginous patients group than peripheral group and control. NSE can be helpful

method to differentiate central vertigo from peripheral one in acute phase.

J Kor Neurol Ass 16(4):506 ~ 509, 1998

Key Words : Neuron specific enolase, Vertigo, Central type, Peripheral type

AoB

W (vertigo) £ WA AZIRSIE F919] B
EE RU $9E ol e F9E Gk o2
ol e F4E At SEF FEL AP
< sjalsh $34E Fokel BE W WEsk govt
FBAQ B9 SaE AVAY AANY T4 Fge)
A S Aol Aske] ofeige] WA ek, o)
2 WEE o2l A9 WAL P Ao
Slefol fpuslel, 3 AYel Wt A AR e
Astolol ek, UAE vHro) M A B (peri-
pherahsh F44 (central) 27HZ EHE + ek
WA WA (vestibular neuropathy), 4

Meanuseript, received December 29, 1997,
Accepted in final form May 11, 1998,

Address for correspondence

Won-Joo Kim, M.D,

Department of Neurology,

Youngdong Severance Hospital, 146-92,

Dogols-dong, Kangnam-gu, Seoul 135-270, Korea
Tl RIS x| 2GRN
E-male : kz00@yun. yonsei

1 a&'e 1397‘4; AR e AR sl
olgalg

506

w4 2914 ¥ (benign paroxysmal positional
vertigo), ®liel2 FFF(Meniere's syndrome) %
ol desld FrAeze HFS HUR Al %
Hzold &3¢ #9 =x AT Fol Yrh w2y
FHHeE 2 BRI J4Mez H0E e
wo] AldHelol A A Anke] ojE BT weout
B Az 9 el glolA) el AR vebd
71 well $Akel WES EuhEA) ERshe 2ol i
Fash >

FH4 VES A6l 4ol A s T
HEGot €8, U84 L AGH HARY de
LesA so] WALHY A2 A& T FE ot
A DT, FA Sl oY FEe Aer )
ol Aske deglont J4E v AAelE olE BE
7] BEeh ool ¥ e} 4% FHY F e vhE
ZAkel Bego) 471 Hek

o ABAES] E4E el Ax2 AR JE
HEEE ofe] BRIk ZAdEh ©)Fol neuron spe-
cific eriolase(elst NSE)ehe #&E AB4A1Ee 47
RolAEe] B FER EAleke] WA shasiAG
A% PuldEelA Euld w) FelHom e st
e L2 ALY €4 AES 4T F g

Copyright 1998 by the Korean Neurological Assaciation



th* olell B Aol NSEE olgsle] dE Hajolld
<] W3k FFska AYA FHA9) F44E Ha s
sich

AT 2

PAFeRE FEARRL B Witdske 4 AE
FE 3asle $AE e E Agieh e WA
2 A 3, TAL 58 FRHA ANF4E /153
2 ARRAY AR M)A AN Bl
A4 B9 AR F3E AAbsigick ok WA WA
Ask S FEANAA FL2 o G 3R SE F
sjold BT F3Y Wi F A Bakrew st
o wlmelad shgickh eled A% HUY Wie
AxE Akl o B AT AR
gek RS e BEFAPE ARA 24470 ool
Agete], gUAYel Aol AAle Azl JE vIA
<+ Q7] whzell Asishger

Agtoiie AARAY Egoht A7A Dol A
8 ghe A0 Folol BYANE Qgsle] B4 F
F4 AETIS Aol E vlaskazt sgick

NSEE ziAshs Wil gake] Hag Sl 7he Aieh
o 3087 AAAAFE Foll VAFZIeA 5000rpm
22 1087 A%AA YT € AZHE 9 2
AL Foll 48417 Well ZAHE APY F gledd 28T
ol BRstka 284 g ddle -20CE Bssich
NSEE #Aste ezt fswody(enzyme
immunoassay, EIA)& A-&#isirh,

A% Aol NSE E#&9 (0 ng/w, 10ng/n,
25ng/nl, 50ng/nl, 100ng/ul, 200ng/s)& 27 67
< tubeell 25 uly Wx, iz $AE 2709 APl
25 uld gert, A EEE 25ulF ohE A ¢
k. 247ke] Aol anti-NSE antibody (rabbit)
& 250 ul ¥ Arkeiv, oldlel o] anti-NSE &
(bead) & 1714 A7kelsiet, o5 Qitullelelo) Yo}
37¢E Ak AGH oz o] F vkl 15l At
o FEE Al AABI

o] o] it Fell ZE Aol 250ul | anti-
IgG conjugate(goat) & di=AlEeE Aeld DAL A
Gitol] Y& Foll 9isk 2 YR chA) 1582 Al
oJElell Qe ol APHE Sk 1003l 7 Fol
10709) AJgisgell 712 (substrate solution)& 250ul
4 47HE skx Qfoleleld 37TE fASH 158
WAAFE, 2 Fel] vhA) FAA (stopping solution) gl
5% sulphuric acidg 1a4 H7}eigeh

BN BAlE A Foll 1AIZE el 450me] 5ol
A 10718] AR FrsE kg of Aol F
FER) FFE AAE Sl NEE T WA gy
FRIA FAT FrEE AE Ak

J Kor Neurol Ass / Volume 16 / August, 1998

#& B} Neuron Specific Enolase2] 2IAX 2le|

ER

Aol W BE PATowE B4 WE Y 159
o2 Wi} 69, el 9ol ARUTE Y U
A4 A o] 4, AP 109, ool 3
Fgel 19elglh 34 ¥ AL 19908 WA
6%, et Grelglon] ARzt H2k Al 89, &
7] 4velgic(Table 1).

Table 1. The Age, Sampling time and Neuron specific enolase
values of each patients group

Peripheral  Central

Comol "2 Vertgo Significance
Age (yr) 5843 576 61x9 Ns*
Semplive 16:6 1825 NS
time(hr)
NSE level .
(ngidl) 64234 72420 12433 p<0.05

Analyzed by Kruskal-Wallis test
* : No significance (p20.05)
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Figure 1. Distribution of Neuron specific enolase level in each
patients group
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