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The Two Case Reports of Taeumin with Central Dizziness and Cerebellar Ataxia

Seung-Ho Sun, Jae-eun Lee, Dong-youn Han**, Seong-woo Lee, Seon-Lan Lee***, Seong-Gyu Ko*,

Department of internal Medicine, Department of Sasang Constitutional medicine™, Department of Oriental Medicine Graduate
Schoo!™*, College of Qriental Medicine, Sangji University, Wonju-Si, Korea .

The two case reports here presented are based on an inpatient with lateral medullary infarction, known as Wallenberg's
syndrome with chief complains of central dizziness and cerebellar ataxia, and an inpatient with infarctions of cerebellar,
pontine, and lacunar thalamic region.

QSCCH was performed while the patient was hospitalized and, by consultation with the Dept. of Sasang Constitutional
Medicine, the patient was diagnosed with Taeumin. Thus, an oriental medical therapy of Cheongsimyeonjatang, acupuncture,
and moxibustion was carried out. As a result the degree of dizziness decreased noticeably while other symptoms improved as
well. Before leaving the hospital, the degree of cerebellar ataxia also improved and the patient was able to go on foot by
himself.

In conclusion, significant improvements were observed in cerebellar and a pontine infarction patients who suffered central
dizziness and cerebellar ataxia through Sasang medical therapy.
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Table 1. The composition of Cheongsimyeonjatang

Herb name Botanical name dosage
HT-H Nelumbinis Semen 8g
I Dioscoreae Rhizoma 8g
PNRES Asparagi Radix 4g

Liriopis Tuber dg
Polygalae Radix 4g
Acori graminei Rhizoma 4g
Zizyphi Spinosae Semen 4g
ﬁr,[]fll*‘] Longanae Arillus 4g
T Biotae Semen 4g
wE Scutellariae Radix 4g
WS T Raphaii Semen 4g
HaE Chrysanthemi Flos 2g
e Cervi pantotrichum Cornu 4g
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Fig. 1. Sagittal T2 weighted MR image in 03.Dec.2003
shows medullary infarction(TR4500, TE119)
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Fig. 2. Axxal T2 weighted MR image in 03. Dec 2003 shows
Lt. acute lateral medullary infarction(TR4450,
TE116).

Table 2. The progess of Biochemistry lab finding

12/5 12/8 12/10 12/19
Alk phosphatase 268 290 264 220
GOT(AST) 58 52 423
GPT(ALT) 54 69 43 36
-GTP 63 88 30 33
Glucose FBS 201 219 82 111
PP2hrs 369 306 179 193
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(D CBC, U/A, electrolyte : WNL
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(3) Chest PA : WNL

(4) Pevic AP & lat: WNL

(5)Brain MRI :
infarction(Fig. 1, 2)
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Table 3. The progess of CBC lab finding

521 6/10 6/24 Vi 7121
RBC(x 1074y  3.10 330 342 352 387

Hab(g/d!) 99 104 106 115 121
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(2) Lab finding
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@ B/C, U/A, electrolyte : WNL

(3) Chest PA : WNL

(4) L-~spine AP & Lat

(D Old compression fracture L1,2

(2) Spinal stenosis L5-S1

(5) Brain MRI : Rt. cerebellar and pontine infarction,

Rt. lacunar thalamic infarction(Fig. 3, 4, 5).
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Fig. 3. Axial T2 weighted MR image in
02. May. 2003 shows
Rt.cerebellar infarction
(TR2447, TE100)
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Fig. 4. Axial T2 weighted MR image in
02.May.2003 shows Rt.
cerebellar and Rt. pontine and
Lt. medial pontine infarction
(TR2447, TE100)
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Fig. 5. Axial T2 weighted MR image in
02.May.2003 shows Rt.
lacunar thalamic infarction
(TR2447, TE100)
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Fig. 6. The progress of dizziness
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Fig. 7. The progress of cerebellar ataxia

e
10)74 262(QA67L) : ok 714A &
A e 5L Bl F AL £
& A3E b £8A] LS vertigo
A A AN AV §9 AR 24 34
AEB YL 57 F 100me]d 7HEsli, 23
Ade Azte delAe ¥k 21 223

272 F . 2% Baxt dato] HAd.
. & %

% & RTE Ev IRATEE - TSRS o
SRR - B & Aoy F9) AMEol
ol A3l& < gle A vt gl
BT IRE7T oA JElER fole}

Ao el <Rl E HREE FBIE
ol2 st FAEKOE dstel WYL HEn
EEANE lSnE S, bEE w4t g
T, RAHEE <FHRLESAA AL ol 2
dol F28 UE Fok BYch THAAL A
kBB 3A FRE.

AgeAelN 334 4o g £8 28
& 23145 Y HHYZlM, 2 T
o2E £¥74, HUBA, A B, 1A B,

[oRben B [s JEWE)

U A2 2 W) W, FFAAA 3 A4



A AAE dF n2g, vydE 32 5olth 7]

ere] fklo e AR As Adayd A, g

HARA U8 Fol Utk xRA ¥Ee F34

AJe M= A FHE WV AL7A o]
o Bt F &t weE AtE ago

Wallenberg 2372 Fotax 59, #2359 9

P F2 Ao Q]

Tolgtns SUth Y 542 AHEE o wet
gzA deuded, 5534 AP KA
), dE, 79, 7E ¥ ¢TIREA), LY 42
(Btad 2, vl & AL - Ate] B2 4 et
ZN(EFHFAZR), €54 HonorsFT(3H 4
WFARAAR), Az, d5ae, T,
1&8, v AR ) F vhgeA by

a¥ AN FaH g, FaiEFhe] ANE

dAetE e, Ao At A B,

A A 2L U

Mo e
31291 ilc] ‘%l o ANE PR, FRE
HER if‘ai}ﬂ AtaE o
2 = £30] 7tedtd Y TAFE
QSCCI % 29 ApdAdgato] ojz]aH e
Kb A FF2sEnRY Baggo s Aoy, X
N BLETFE BE 4 maid 49 2715 H
Tl tH(Table D). EE-S FE53 HM< 2352
Lo g FE ol HH3BE siztstAn”.

KEEN HLETHS KEA FEREHNRS] B2
ol Al RSlE EALE BRIEZE HESW HF
sl ko 2 AMERO R RS RIUNE
2, KE WATER ST, KGR, /MES OEEL I,
CI, PEARE S 5ol |, Bie H#io| £EHo| £

HoE OIS - HES - 14T - Oliet 87

7} W ol ATliitEe] £t JEhde # f{;._
T, M A, TR RO, KERRSSE S o) ¢
S 4 QAL AMEAREE 5L W, Taskel 31‘:
7o) AMgETh &, B0 TES] BES RIEF
%3 #7) Hig wholl PNl %3t Jelve
FEER moEibel Bt He BEHLR, MY
S filTEete) MIFmAA RS A s il
WEfE o 2= 4y, il BmithE, &4, PR B
R, Ak, fR3, kel ok,
wallenberg 2357 4 A2M74M02 A& FF3A4
HE 9 Hy Fojof HFsle] 7|E&e) YFERE £
A B, FETHE Qg HR(URE, FEBR
W5, IFFBS Lo 2 1g nifdﬂfm}]féx(%' °] AL,
Ba}e] Fodo] e MFAAE st o2 A
23l o’r3 AT 01041;} A ]7:]/\Ho§ o] J.‘
A&7 B Folo e RMAEE 13
fig1o] AAet 2R A7 wallenberg 53
uHel AS= il Bt el whet 93
AR F2 HLHETE] AU AL F2 4
B, g Xssle Aol S48 o thF?
Az o] WMo A BlojupA] Rt FE FAHo
AFF o, AR FLETES AHEE 1d e B
A e}t fA He] BUTh E3, A7 FEUE &
l 3413} wallenberg 5-$<to] HEeh Zol H|FA,
Zdv 27347 wallenberg FF70| /Y

ox M I¥

-{N' l

=R

op
Eg_g
i
{*f’::';‘

A
:L o
- ?’\k 32 oift

p

.



S24 #2124 PYURS FL2 ¥ SS BY HH2A

Table 2. The progess of Biochemistry lab finding

125 12/8 12/10 12119
Alk.phosphatase 268 290 264 220
GOT(AST) 58 52 24 23
GPT(ALT) 54 69 43 36
r-GTP 68 88 80 33
Gl FBS 201 219 82 111
ucose
PPahrs 369 306 179 193
AP ot 72 33 9 29 744 1 4
st A F A9 9UA oAl AaAAM dE F
Apo] AR 2, WA A 4ol etehEc) 27
ot 99 BYAYE 3AAYL 224 2
B/C 2% A3 H9AHTable 2). Y 3¢ A 2E
AE, A, 2, By Fol A zAENA
1, Honor¥| S$FT2 Ao 245HA%, 98E4L F

z]ggiq xq;q]z# oa z~_/\(}.g 7;]]1:]-;_(-] [ iz% ookALQ
YA, a3, T3, dekgle A
HA L, EF, 243N e 30%H =9 F4do] Folsl
UTHFig. 6, 7). At APE3 JefoX Mawtr|2 st

1 Hdsen, 2 F FH2AL 23, B3 ol
o 338& B, 8 24l 4 AZEHIA
o, ob2] ot ek

Fd2e $5 F 3 P2 3 Wsted g A
36 o ¢ 27 TP LM JLA2E S
I A 7~]- z{u].l:l] olA otE7 9 §] A _14 ]
A EE R 22 9% BRYPAE, 7|=3AH, I3
Fol Aen, %%Oil AdGAl = FHEubd9feke
2 3A8E ) FEEHAA Sl 2317 R
Y= A} A %*o% do] g, dEL
72 op 714 A4 P 4R Pzl A
gom, IFLAE HFtHTable 3). /¢ Y15
42080 X & TH-E Hol|7] AlFsiglan, Hajd
ZE A9 33E HoAH He Ade JA F
7tEo], H A B WE AAY Jx2 3HEHY
G RIEE 254 SAF U6y AAelA Fd
W2 Vel Table 3). @35 x7] Agkd 34
T BAY 99 0¥ REHE 2099 FF 2

342

2] ek9krh(Fig. 6, 7). 670
T FHZA }OM El A A 4T & 54 ¢

4
Jlon F430] 20%4 = dol YAk

T Zd9 99 717ke 2 Aok sy, ud &
k2047 RE & THo| BA L, AT THNTE
B, ax 9 Hu Ay gl f gd 34
BA) ofnl F3lAHEw 9o BMoz ¥
W7 6] W Folet AlRETE B8, HEL B

B Follq FA7F O AHEAAT Y & 34
< BolA itk F2 FFoll Bojste ABAEY
% olefaxrie] Aot Hzk A T Hojz
g 3] oj2iHd Aog A4 a2y F
i 25 2fdze B9 FHE 4T P=E=
AN, 712U LA £ gl
g 7z See g SF4 ol 2ol 2

=

o
o, 52 Eﬂ}ﬂﬂ ﬂﬁ&oﬂ rﬂﬁ& z@m A&7}
Aoz Bt olu} B FHle St
oA ®Wol B 4 gl7] W&o g
Welo A A2 BxE RAog Aagc 28U &
A9 § ol st 25 E FHsn, A&
2 3770 A8 FUT 5o AuHoez: Ay
A&PYE B ddo] A& Aoz Al

o

X,

V.

a
B

34 aiﬂ} axd B4R E Fo2 29
ALY 2]2H47 WM& Z Wallenberg s syndrome
o/ &zt 134]9]' axZAd, Hw a5, 434 A
ZAAo] i3 g4 A 18E hYog, 27)%H
AR B2 BAAAERE B, A, E
59 XEE BHisld, T34 EE 2 244 B3
AR 5 ANtSgol & 23 BHI)d ol Bx

3k o],



10.

S A4, AR, fA, AR, T B HA
HE3 $5UZE F42 3 297D 82 29 |
ol o gk gk #8h3] 7). 2003:24(3):662-6.

A T AN wg A, A e
A& E %9 gl 7 9;2001,p.129-39.

slgl& Hy A3 293 Harison' s W28 A &=
%3 391997, p.98-101,130-4.

obga N E H7gY3), Raymond D. Adams,
Maurice Victor, Allan H. Ropper, o}t 417 18}
.M &=ME 31998, p.110-11.

11% grolaho e AAW e nd AATE Mg
Md 1999, p.400-19.

LHE REol AT HEF APLITE T o

Eaas 147‘2° 249 & i dFEFE

2].2001:2(1):9-17.

o &2, v, ’*‘]ﬂz oAzl &% Bxbe 44 2

At

1997;15:165-75.

ol 47, ol F3], e T34 oA EFH Y24

o}A 2 &% 9 A

1998;9(3):420-29.

ol 3. A FAASE Zt2. Mg 312 ] 81998, p.62-

14 &, e, o 27, P e, 2.
& ARde 98 L9748 944 1 0]
Q.
[s)

2] 88] 2. 2002;13(3):269-74.

. Amarenco P. The spectrum of cerebellar infarction.

19.

20.

21.

CAEA. MR,

HEE oA  BER - OIS - ojiEt - TN

= [

Neurology 1991:41:973-9.

,_7:1101 A]"LT a‘}mlo}. _L]ﬂoﬂ 7134);] g|3
W.988 gAM1 257 BAe A8 ATE
5 PRI R EER Ao g 34Y
Ag 1. A gHEEes| A, 2001 2(1)55 61.

57, $8A, 029, A3Y. 2
Wallenberg s syndrome $-2}- [ ] o)) t]?ﬂ AqAH T
2 o 3k 2} 81 3 &) . 2003;24(3):720-6.

LR P NE SR
wallenberg -3 B7kol thed 2)F 1. F4 93}
2002;27(3):27-33.

A5, WA %]/6%‘::]" Az oldH. AXANS
FUE JEAFFET 1Y 19, 0 g}
Al 2003-24(?)'667-74

P14, 0|9, Aoz Qg $54 BEBA

]51",)~

o] A 18 FL gl FAa =2, 2000;9:25-33.
284, Atdeste dele g e AR

:2003,p.435-9,447.

LA BTN gl g Ageh g

AF:2000,p.153.

A8 HUE, BAF, 085 e, 15
Wallenberg s syndrome 2} 13}e] Ze)| 8 1. o] 83
HrA o183 613 2], 2002;8(1):69-74.

AF7], A4, 43, Wallenberg s syndrome 2}
tdl o F# Ex. ez,
2002;21(3):521-4.

AT, A4S, A4S, 3. JuA
Wallenberg 537 X3 13lo] #3 & o3t
gF3]#). 2003;20(5):244-51.

343



