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— Abstract—
A Clinical Study of 21 Patients with Lateral Medullary Syndrome

Sang-Bok Lee, M.D., Ho-Jin Myung, M.D.

Sang-Soo Lee, M.D., Jae-Kyu Roh, M.
Department of Neurology, Coliege of Medicine, Seoul National University

We reviewed clinicoradiologic findings of twenty-one patients with laterel medullary(Wal-
lenberg) syndrome who admitted at Seoul National University Hospital from March, 1983 to
February, 1989.

The results are as follows:

1. Lateral medullary syndrome was 14.6% of ischemic stroke in vertebrobasilar teritory
during the same period. The ages ranged from 35 to 69 years and most of them were
in 6th or 7th decades.

2. Detected risk factors were hypertension in 17, previous siroke in 8, hyperlipidemia in 7
, and diabetes mellitus in 4.

3, The interval which developed maximal characteristic symptoms after onset were within

5 days in all patients and 2 days in 13 patients.

Frequent complaints were dizziness in 21, vertigo in 17, nausea or vomiting in 18, swa-

llowing difficulty in 14, dysarthria in 12, headache in 11, hoarseness in 7, hiccup in 7,

and facial pain in 3.

. Frequent signs were Horner's syndrome in 21, ataxia in 21, crossed sensory change in
19, soft palate sagging in 15, ipslateral facial weakness in 9, DTR increase in the same
side in 7, tongue deviation in 6, transient diplopia in 5, and transient altered conscious-
ness in 4.

. Disease courses were considerable improvement in 18, recurrence in 1, and discharge
against medical advice in 1. Frequent disturbing complaints during the follow-up period
were paresthesia or sensory loss in 16 and ataxia in 11.

7. Among the radiologic studies, MRI could define the lesion at corresponding site in 8 of

g, CT in 3 of 21, and TFCA in 3 of 5. These results suggest that MRI is the best

radiologic study to yield the lesion in lateral medullary syndrome.
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Hel gy F@e @9de A9 FFFA(
Vertebral artery) & 2@ #A2M Fiihes
(posterior inferior cerebellar artery)& Wil o]o}4
FAAA AAA A (basilar artery)§ °lE FF
Faaxsae A5 retro-olivary ¥ 2 &)
caudal portiong AMi@eh. FshaxEH 2 F o
ge R FFEH AMA Yehis AN
B FEEL olv] 2. Ao g JlEH ol AAT
ool @ @uE s1E R A Wallenberg 2|
F@ele 84 %4¢ + sich(Wallenberg, 1895).

@49 retro-olivary #lel= spinothalmic tract,
spinal trigeminal nucleuss} tract, vagus nervee]
dorsal motor nucleus, descending autonomic fibers,
inferior cerebellar peduncles] ventral part, inferior
vestibular nucleus, ambiguus nucleus, nucleus of
solitary tract 9} nucleus of cochlear nervez} #3)3}
w, s wAA] §4 wyioz VE, IFAY,
7o, FE, TEER, w394, 237, e,
A5 A=, §5 P L WhF TUH extrem-
ities$] 743k &% 7 34, hoarseness, Homer
FFE Fol YEhd 5 Yk ol el @ Lateral Medullry
Syndrome ¥ FFe] AA WEZ 2ot X Yo
o, 99 x4 CT 24 #37) ofzige), #2
MRIg §Foz Fed ¢2% o WdE & Wl
AR AAEE A2 54T Al E Y AATAA
79 219 2} Lateral Medullary Syndrome] 2145
4 R Ash AR a%g AEstag o

I 67 the o oy

19839 3998 19899 28704 Mgt ¥e
17340 R ste} Lateral Medullary Syndrome 2
3F A9 268 Yoz AV FHLI
25 8, AR, F3 71 T FHF A
5 59 PAM 2 R gAaE 2 et
Zd¢ F3 gAstgeh o) F Brain CTe 398
ALY PN Nefstglos, NBH @ 3=
=% Brain MRIZ =95, Brain MRIE #9}
300§ Egse] 97t AERom, FRAA o

2 3] $1%1 54014 TFCA(Transfemoral Cer-
ebral Angiogrephy)7h A= 2ich.
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Table 19 o158 923 £20] assiel ek
Lol MY BE U s

Ag A 93 BXE BAYH 69472 37
STAMER 50chsh 60TA7F 242 9B o2 A RYES
AA#AL By REE G2 43, A7 7902
A 2:12 947t etk 2199 Lateral Medullary
Syndromee F7UE $271H FAA HBFos
HFAGT 1493 146%°] AFAAch
2 AR A WY Yy

&3] ¥ FF 2] major risk factor2 YPoJA & Y
e 1714 Ao, o F BHAFY FHHo=
FRAFAAE HEF SAE 3o B
Ba¥ e 4o, 228 ¥F (hypercholesterolemia £-&
hypertriglyceridemia) & 74 .00, HAR 4 15012
TIAS T8¢ 153 BEe M 38 ¢ A
o ARHo 2 FRF NBFE gdAN ¥ F U
o 2 9 AL £ e FU &7, HEY, BF
¥ 5 7150u1E9 of2 g4l #hssAt
a3 210o) P G B4 2 (YT §AAE
F2olH EiE vieh 2ol @EF Lateral Medullary
Syndrome?] JFAA 34 2 FFEE BoIAA
2 7108 22 Table 1944 XY ZAF oA
59 ol wREe] 2%l Ve WY F
e AEE ARk #53 AT
3 Ay 2

WdgAel A FYeld ¥ & e F2(Chief
Complaint)= AYH< Vertigorh 17(81%)°15,
UrA 4o e B oiAHEE oA

Lateral Medullary Syndrome] 52 34 2 2%
& ¥xEoz 2w Homer's syndome R $5A=
7 AeolA ek n, Homer 3¥29 2 29 2
WE WEE Table 3. 3 2ok $HUW 3 GAS
limbe) ¥2 % L% wH 44 194(0%), 24,
TFE 1894(86%), A2 1494(67%), FEBA L
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‘Table 1. Summary of 21 cases with Lateral Medullary Syndrome

No, Sex/Age Risk factors Mode of onset ~ Symptom & sign Residual  Treatment  Outcome
(day) Sx.
1 M/5 HT,DM,HL 2 HN, CS, Vertigo, Sensory AP Improved
N/V, DA, DP, change,
Ataxia, Hoarseness, Hoarsness
2 M/49 HTHL 2 LOC, BN, ¢S HN, Sensory AP Improved
Vertigo, N/ V DA, change
Ataxia, Hiccup
3 F/60 None 1 HN, CS, Vertigo, Ataxia, AC,  Improved
N/V, DA, DP, Sensory AP
Ataxia, Nystagmus change
4 F/s HTHL 2 HN, CS,N/V, DA, Ataxia, DA, Ac -
Ataxia, Nystagmus Sensory
change
5 F/6 DM 1 HN, Vertigo, N/ V, Ataxia AC,  Improved
DA, DP, Ataxia, AP
Hiccup
6 M/e4 HT 1 HN, Vertigo, N/ V, Ataxia AP Improved
Ataxia, Nystagmus,
Hoarseness
7 M/6l  HT 4 HN, CS, Vertigo, Ataxia, AC,  Improved
N/V, DP,Ataxia, Sensory AP
Nystagmus, Hoarseness change
'8 M/@8 HT 2 HN, CS, Vertigo, Sensory AP Improved.
N/V, DP, Ataxia, change
Nystagmus, Hiccup
9 M/s5T DMHL 5 HN, CS, Vertigo Intermittent AP Improved
N/V, DP, Ataxia, Vertigo
Nystagmus
10 F/6 HT 1 HN, CS, Vertigo, Sensory AP Improved
N/V, Ataxia change
1 F/s  HTHL 4 LOC, EN, CS, Vertigo,  Ataxia, AP Improved
N/V, DA, DP, Sensory
Ataxia, Nystagmus change
12 F/6 HT 2 HN,CS,N/V, Ataxia, AP Imowoved
DP, Ataxia Sensory
change
13 M/59  HT 1 HN, CS, Vertigo, Ataxia, AP Improved
N/V, DA, DP, Sensory
Ataxia, Nystagmus, change
Hoarseness, Hiccup
1 F/49 HT 3 HN, CS, Vertigo, Sensory AP Improved
N/V, Ataxia change
15 M/6t  HT,DM 2 LOC, N, CS, Vertigo,  Ataxia, HN, AP Recur—
N/V, DA, DP, Sensory Improved
Ataxia, Nystagraus, change
Hoarseness, Hiccup
16 M/s5 HTHL 3 HN, CS, Vertigo, DA, Ataxia AC,  Improved
DP, Ataxia, Nystagmus AP




No. Sex/Age Risk factors Mode of onset  Symptom & sign Residual ~ Treatment ~ Outcome
(day) Sx.
17 M/35 HL 3 HN, CS, DA Ataxia Sensory AP Improved
change
18 M/55  HT 2 LOC, HN, CS, - AP Expired
Vertigo, N/ V, DA,
DP, Ataxia, Nystagmus,
Hoarseness, Hiocup
19 M/s5 HT 3 HN, CS, Vertigo, DP, Sensory AP Improved
Ataxia, Nystagmus change
2 M/ HT 2 HN, €S, Vertigo, Ataxia, AP Improved
N/V, Ataxia Sensory
change
21 M/59  HT 2 HN,CS,N/V,DA,DP,  Sensory AP Improved
Ataxia, Hoarseness change

Abbreviation: AC(Anticoagulant), AP(Antiplatelet Agent), CS(Crossed Sensory Change), DA (Dysarthria),
DM (Dizbetes Mellitus), DP(Dysphagia), HL (Hyperlipidemia), HN(Horner’s Syndrome), HT(Hypertension),

LOC(Loss of Consciousness), N / V (Nausea / Vomiting)

“Table 2. Hemoglobin and Hematocrit of 21 cases

Hemoglobin ~ Hematocrit
(gm/dl) (%)
Male 158 468
Female 135 308
‘Table 3. Homer's Syndrome
No. of cases
Anhidrosis 13
Miosis 19
Ptosis 16
Table 4. Electrocardiographic findings

Number of cases

Left Ventricular Hypertrophy
Nonspecific ST-T change
Sinus bradycardia

Ventricular Premature Beat
T-wave inversion

First degree A-V block
WNL

g
I

200(57%), 47AF 1290(57%), hoarseness 79(3
3%), hiccup 794(33%), WA A4 FeH 4:0(19%)
ok

a9) 753 F4 % FFEA gag reflex
1590(71%), °143i7he de® 12e4(57%), limb 1
50(71%), T 110(52%), $3 AAArIY] 9o
(43%), FA2 3 79(33%), tongue deviation 6
<(29%), LA B4 5ol(24%), FEF 300(14%)
Feol 2geh
4. Ay B % HF

21943 Yoz AVY Case 4 o LT AU
Case 18& AN 199914 Holx= 3749 olF Az
53744 FHe] 7bsstglent Case 15T] Aitso]
AL stom vuA) 184 =57t Ade] Foles
e 4gd 8 vach vd 23 703 et
@ F WY FRFLRE Phold 2 24 169
(84%), $FAZ 11A(57%)7 APEE AART
21 ¢] Homer's syndrome 2¢), @& 14, &40
1¢) Sl Agich
5 ANE 9 WA A

AAmde olgade] HF AL Table 49}
2o 219 27 AARY FHE 44 AR
23 W #ahe Aok
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Fig. 1 Case 15, high signal in right medulla and inferior
cerebellum on T2 weighted MRI

Fig. 2 Case 13, high signal in left medulla and cereb-
ellum on T2 weighted MRI

Brain CT7k A 4599 18905 A% 22& 942
Case 2, 4, 6,7, 9, 10, 12, 14, 180]%1.20] g3
azio] CT4 w¥AURE Y4 &A% #34d &
e A9 Case 11, 13, 1724 @A) 3olol ket
k. Brain MRt 9104 A} 8 5] 912, T2-weighted
imageol 4 §& 2ol high signalg %1 7297}
8o, high signal ©] 3] ol RAeH(Figure 12).
Case 19 #4% WAFE periventricular white
matter ol high signalzte] 1.8ich

51914 A€ TFCAE 201 (Case 920)04 &
ARFUA ol4xdE WA 5 AN, Case 28

‘storm 2719 A

RPEFANN, Case 155 #- ¢ FEFA A4
Case 178 $3E8 &9 A4 238 depd
o

6% =

FYLE AAL FAF P97t 169, FSIA
3 gHsdAAE @A & 427 44 oo
", Case 4 BAo| ¥rbsaslch gxdAAE
A7 WS 00mg/d ATFA Aon, FEuAE
Aus Ae B U PUINS F F 34
AD #A B%E FH AR °) F AT War-
farin & 2] £osAA P2 Warfarin Fo.2 a3
sk G A FoiA ¥34§ w=7h B4
Case 3& #A A3t FPLHAT A3t

N3 #

Lateral Medullary Syndromeg: 1881'd Senator7h
A AeHUT 198654 Walenberge] A%S N
2 y.2e]d Wallenberg Syndrome2 2% d&oj#|
: FAAY FALYEA

4 1961'd Fisher!
4ol o @& Aoz WA ¢ Foxs & 714
£ sh9) ol A A7 71X she artery of the lateral
sulcusof the medulas] 40]2 & mou
AReAE %8 otk

ol Adg YorlE FAAYLS
LESE RIS FLEL RO e i
(embolus) §] 3129}
FA% EHARY, B2k 2X2) R A7 4=
ick(Hanus et al, 1977).

olgl A U Aol AN F& H=Y AV
F& D F AN ol F4] AV =8 B
Fol 47 % ek, 2eh, A 2 1A B3
F3§U ) YAFoIn o YAl $ABY HReR
oo} o g Yok

A9 # rostral cervical spinal cord, @4
B Aol Fahpsiol Y FIehn, YHAN
AAFDE olgch Assl BY U
Fuoz v AZbA BAE Faol olfojust A
A, paramedian branch $FFH0] AAFAOR
o127 Aol 2EFU H%AM SN ehe] vtz

= 71Es)
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anteromedian fissure® §3) medula® Foi7kH,
%, short circumferential branchi @14 913 A
oA FEEW 9| lateral side2 ¥ 71A15he} poste-
rolateral fissure 3ol 4] @52 Solzhel, A, long
circumferential artery 24 F3tad Feo] Fad
YPe Bk A FITH WRL ARYe=
oj$ chgst 173, cicle of Willis, 714%9
B o} neck artery 2 Y- o] SR &R A Theate]
FIEY AN 3 FAE S0 e ARYE
AFAN Fe 71AEY 2 FAED G99 HETY
& 28T & Aok oY o2 lateral medullary
infarction®] W A7]% YA ok ¥ T4 W%
FFol Aol& xefatA € rh(Baker, 1961).

Azpgel B4 21000 AP APAAELS Ay
2 MFFY 233 vz 2 Aol g wolA oh
o, T3 2UHA g DY FAY AEA
Fgag ol ade $F €I Ay
@ s}e] Lateral Medullary Syndrome= o 217} oh
it 4zHech ¥d 7G4 TIA §& dedie
HEFol AND BA7E gl R A3t 2]
@ ey 9 2AAYF) 4] 4ol R 709 ol&
Aog wol 43 gy 2HE I F 9o
2 Ajzkgic, Minor risk factorsh dWelAE A&
£ ¥ QY Bl BrhesRa NS % HYT
SAA) U ST o] MRe P2
ARl o] A e BAZ 43 vy FE
gloy ¢ v =¥ WM R QYT 83 B
A% LA oY AL olE AN AYAA
# pEos AAY £E Yx d¥eRE o4
FEO % F4 B Asph 4& PARC)
Yt XPAAE Aoz Hadoh

Y e @M AF vkt 2ol T RE,
23 &8 AR &%, 712 R AR we} Mol
B 4 gled ¥ AFelME Aol 59 o,
ool A 290 o, YA FHEE YA
1) @A 22t 0| Ak(Sensory loss of ipsilateral face,

contralateral trunk and extremities)

AR 2 24 19004, 283 L 24
& 2R YoiA) 200 & FAstE BefolA o)} AE
22 ol 4§ 2 & Ak $A% 2= Pl FU
sl otk zlo) Ko, @ A9lA light

touch® Y& Btk FEPolA T2 28E A
ophthalmic branch§ ¥33}e} o]F0i A of o} A9|
2E oo ZAual s Z& ade] Sudch
Qe el Fk(trunk) F& gAstel 747t 24 AA
o £3 AR FAT /AL & gud AL
@48 Ak spinothalamic tract?] fiber FE7H
cervical orgin fibere) % 7 medial sidez -3 51
7] wEelr) o3& Augol AANA F o we
olfol7% sieh 2z 249 AR 5US &4d
o8N AgHE A BAe oy oI AAE
2 ¢c}. Lateral Medullary Syndrome?] 34 3 4%

o2 U7 FAR 22 240 topographic WY
o clsto] onion skin WHE Ak e wand
B4 24 2 @ dFdME g 28
u, Wuo] medial side® 6% WP Weh3ol 4
23510 Yol & ventral trigeminothalamic tractel
QYL UH w3 AR g2} 24 2AY
A%E & 444 Ak

2 &

AYAR vertigo® 17001AAW RE A}
feeling of disequilibrium, swaying§-9] oA 35 &
28 o]d F4ES vestibular nuclei 3 #A
connection§ o] Wwoleta A ek &AM
nojE ol¥ vestibular symptomo] Currier (196
1ol ##¢ ventral syndrome of Wallenberg's
Syndrome )M oA %& F A&E dolsich
sk

3) 24 - FE

AE WA T FeAE o] $4 A v AU
©h. Currier 5ol st 39243 279114 Peterman
3} Siekert (1960)+ 3591 31819149 R 8tsich A A
€9 2190 180 ohe wapd WS} wRod,
#g e vestibular nuclei & A4 Aol
ANY FE FHde Asr Aol
4) PTG Y =Al

AFAGE BE 12 Fol Sel9) WY AP
o] Eghs]o] ek, Currier §& o WY A7
¢ inferior vestibular nuclei S} medial vesti-
bular nucleizt Wulol & o, & ¥ © ¥WY
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9] Lateral Medullary Syndromeel 711tk 7%
Rk, FFAFE BN Bg kA o A
2 deidel, W 297 ventralz A9Y W W
F 24, FE B4 2ol 4oA 8 & Ak

a9 B0 el BF YN BN WS
a8t Petermanst Siekert(1960)% 3594 %
99, Currier5-& 394 181N RAE wss
o ol® M) Hololx FHA $AE B e
R 4% A AFEe £ FL FFue] At
Aol 2FoIth Currier§-& 1891 3 6914 26512
A9 ZAE BRACkL S 1A A4 ojelsholA
A @RHA e Aol Brield old ANY
A WL A3, 4, 690G T &4 FE vestibular
nucleiste] 912 gAZ A2e) ek,

5) Homer Z¥Z (AT, £%, 783F)

Horner Z¥2& AololX 22 4 Ao, &2
@ FFEZL 9oo] Hsrh(Table 3). 25 F¥o)
7H wstem @Fel 7bg Atk o] AL Pete-
rman 3} Siekert7t WEE ool At A2l Az
o
Horner FF2olA uehib had sh4(ptosis) &
A3 whulel A ol st @ @2 2z
4RE f2 ¢d 4 gens Uy “Pseudoptosis”
2t @k olA& mAAel levator palpebrae
superioris 9] nonstriated part& AWs7] WEolc

6) 25 tx

+EAzE 4R Aold ¥R HAAM &
4 ek ol e ARHES] sk @Al gl
o A4 g gy 2o)dE RE delM F& A
715l RoHE & Atk B o] THL o
FEO) B FolA A8 g MY £ A&
A 4 Qe & Ay AN b we £/
F %9 SuUlth EFARTS A VI s
FAY AER Wse e YA restiform
body, spinocerebellar tract R ¥ SHREOIT
Currier & ventral typeol & o1& F3o] 4stA
W& 4 Aokl FRVYAT AAF AR Y YAtz
Aol 2@ 4 Avk Pzhech &4 4§ B
@ A% 292 @& Afud deAes q¥t
F2) g Aow AA AR ¥ 2710 posterior

fossall #302 A 4 F7hE 2Aste] AW
U & Ak FA 4RSS 200 F PAHAHR FA2
£ Z4¢ o § AUD 94 I Agrt
asck

7) Hiccup

£ A7ME 7494 BEsRAon ¥agrig
Gl Aol AUtk Cumiergol 73 wsh ol
hicupF g ¥ BAE & o dF YA
Lateral Medullary Syndromeo] 7i7gkoni, 538
lateral medulary area middle portionel] g ¥c]
gl 2 dehdrha LelA gk ool 244 g
oz 5o AlebAl L hiccup® ZAsH: WS
FEFF Ze A9, 10647 FR2A 2¥Hn
Ak

8) o182 2, hoarseness, TFoEkAte] 2, T Fof

dstEge & ATNNE UA(67%)2 GE AR
o] naAMAY vy ¢ FYol. Atz
R QA i @ FANMT QA FE
feedingo] WaMeh F574, 4 3 59 AF
B (incoordination) 2.2 13 A= vhA o]
& 2 2 713§ ¢ A9 Lateral Medullary
Syndrome ¢ §43 2zelzt delA o, ¥
AT G B BEEA Ak 7 AR
Z4g 22 15 dyE(1zd)dy dsadel
F¢s2lch. Hoarsenesst: 7¢f, #8- 3 12 °I
£, o1 A chE RuAst A YA Lol
©H(Petermans} Siekert, 1960).

o142 4 R FFEE U nucleus ambiguus
 nucleus ZA 9] A 105479 Fofzt FAA A
ES

9) etet 2 o]

& A2l 8ol, Petermans Sickert & 359013
1500, Currier§ & 399 3 229024 WivlahA #ad
4 gk 2, of W HAsE Y 2§ vhie
&3 9Pe vy A 7HAR ohle e A
(89 2 200) cAi7t RBAY Al 334 vh)
(deviation of mouth angle)o]th. o1& qiwl 2§ cju]
& AdelA FFeldl =% H#HUch Lateral
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Medullary Syndromesi 4} .01 U412 ehal 2§
chelel i@ &)@l AR ek Dejerine
] 748 aberrant corticobulbar tract7} THE cort-
icospinal fibers} corticobulbar fibere] dorsal sides]
A5 T caudal portione® Wl F oAl
rostral portion <] facial nucleus. @2=|e), o1& fiber
bundle & a4 Fajol=e] B2 o= Ao]
o Kuypers(1958)= 24 pyramid2 ¥ aberrant
pyramidal tract fiber7b UksbA dorsal and rostral
& o]F&he] corticobulbar tract®} WH2A} facial
nucleusdl FEFS ATk Sk S8 o] o 4
¥ F okl g XNulshe nudeusel ol$ @do]
Ak goh. o] e g aberrant fiberi= Ab@vith o]
Ao 9B WHE HE £ dee FEE A
o £ LewisF(1951)& 2g 147 W¥oz ds
oAH o2 289 toneo] Fa3e] HAT Yo,
old olf2 ¢kl 2% $l%zo] sl #Ah: Homer
FFTO o}F H4sA wFEGT FPAUT &
AFANNE 84 2] $ BF Homer SF 29 A7H4
L2E FAT QAT Telu, olo] watel WA ol
FETgoh] 4L Hdol ARoAn o=, F
] facial nucleusel 2H & Fol Yotk
F4% 9lch.(Louis-Bar, 1946: Karnes et al, 1960)

10) F8 ¢ olsig

FEE 28 e o 2as E Folk gl
Y, A¥-E 54@ 39 Currertt Petermanst
Siekert7} R.3F Ao Hlste AAHAZ 3990 F
184, 3590 % 6ol). dwgol ke mume) wste
AP 2L 33 FAA AR A APHoE goln
A gkd olf7k 7HE Av dif ey 271 47
2ol Wl vz A9y YUl 3¢ L
Foll 47 F= Q7] Weolth ol 59 A&7
& F ARl F AUAA A e FF
Fool A Z1ge] Pulg #AZ 2 APolNe
B Ag & gAY, 71 wusd m=d g
FF ATE FULE §F 0] AN EHe WA B
& ¥ 2s)7} e} Bishop(1959)-& medial thalamic
aree® AAHE Y% thag2A pain pathway
7k #4389, o]3& descending trigeminal root}
spinothalamic tract %t} medial sides] EAsta o]
pathway 7} 9Gg 2olH §5& EAvix 73

ShoiEh 281} % 25) 28 desomning trigeminal
tract 249 uelFe Relch

n) #:z2 54

7oA B FAZ SHE BF T34 YA
W A% fkzel AAY, 25 toned] 374E BA
o 2 BA3 ¥ WAE 2 A9 AN
BiZo) oA 3o nUME F o W] EY
3hoq rostral portion7td] At 424 4 Uk
B FFolA oA FA=2 S0 8 Zo) G
<, Kuypers(1958)& ¥ corticospinal tract7 %
H rostral portions}q 3¢ F A4-¢] dorsolateral
portion& AV7b7] ElED FHAD

12) A 12 =Ha1Z Foi

6ol 22! A2 (tongue deviation)e =T
WA FE2A UEsT $F9 ARG o)l
WE EW BT G4 FAE RHAAY opE HE
2704 42 ANA #F W4 §& F § medial
portion7A] ¥o] APl A 12 HUZY T
root fibere]l 9% Floel F3€0

9] gellelA] 3 ook AAT oF e F
A WE &4 o] ol Fojd ddpgolnn, A&
F o)y 248 Y Case 182U 0122 ofv}
= ARAS(Ascending Reticular Activation System)
o dAHez IS A 4geq

Lateral Medullary Syndromes] Al% of &= & @5
dXE Holx 3L ol FH0] 75 2047
1efo) #3hsich. 12y, Fisher(1961)59) 2 <<}
AE 184% 159, Peterman 3 Siekert 3543
60l Currier §& 570 3 7ol Lewis 5(1952)& 2
0413 717k 19 AbFaigich oA Aol Fisher
o w3k 23 dng YA W) GEd ATg
o Egvtn 42450 the AREe] nust EH
o Eg g A7 g Bxtel 3973h0) 2A FPgA
@ AFE FESGT T £ A% 2ud AY A
2 ARE HEF AT BT 44, A, Ay
A5 ¥4 TF7) A, A%, FF Soloh

FRTOE Wl A%d ¥ 2 FFE 98
R pAMAZ U oY E& 24, FFEE
7t E g AAsch G By 279 2 Ak
€ S §F, A, 24, 7E, 2434, 452
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@, hicup, H7E §& $4712 F 29 A,
@ 5 AT 22 F AYTh 2ol P(Pares-
thesia), 212175l (hypesthesia) 2 £FU=E FHES
g #3712 F b BAE ARANE IS
1, ol@ 32t 34& 4] 3% (thalamic pain)o| A 1He
whe 3 BE AAsAE g0k 14y AR FA%
EL

A Aol Qi HAY, o8 A4 % A=
47 (Table 4.)8 ¥4351e o, the 3% 22
HEel vy 9A A9 Ao HY FAI AR
AgE M B ok wd @ AFaY 84
% 1790914 ZY el AN Ae2 vl o)A
2 4A%0lA Left Ventricular Hypertrophy, Non-
specific ST-T change, T-wave inversion 52 ¥ 3H&
uel Zlog 4z Rz NEF ARAA
24 Yt Fa4el o Ava & 5 AT

Brain CTE A#% 199§ #4auw Lateral
Medullary Syndrome} -l o4 &2 B
30l(Case 11, 13, 17NN 25 Wl £xol A9
o) #A& ¥ lateral medullas] W &9 Wk
7b AW ol fgick olY ARIE vl§o] Brain
CTe Lateral Medullary Syndromeg Sl ah=el
A8 7lodstx) 2k 944 A¥E Brain MRI
€ Bololq) A2 F& 4o high signal& BT
AYAQY §& A4l high signal& 12 ol 3o o]
Atk(Case 13, 15, 17). Case 1914 E YHHo
&4 F4¢ Festgov MRIAE ol ¥ 3
o ggo) WaE XA wsAt 21U 94 F
8ol A Holx 4x WA BAY & Aol WP}
Q4Hoz Lateral Medullary Syndromed 418
A% UM ARAPAAR AR Brain MRIZF
solof & Ao AZerh oW ol fE A AU
39 5 MRIZ A48 zojch

H# 2Yee BPOE SAMT ANgsA
o 3 20|l M FE/NAFAANY ol¥E A& &
Q. Case 2& F& FIFH A4, Case 158
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