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A Case of The Stroke Patient with Systemic lupus erythematosus(SLE)

Eun-Tan Paik, Seung-Man Lim, Sang-Deok Oh, Hyeon-Su Shin, Yeong-Tae Kim, Su-Yeon Ra

Department of Internal Medicine, Dong Seo Oriental Hospital

We report a case of the cerebellar infarction and pons, medulla and mid brain infarction seen in a 30-year-old female with systemic lupus
erythematosus(SLE). SLE has been diagnosed at 1992, and treated with western medicine for 10 years. The patient with right hand tremor and
dysarthria, as the symptoms of a cerebellar infarction, visited our hospital. During treatment, the patient constantly complained left knee pain, it
turned out the bone infarction and ligament injury in the MRI scan at May, 18, 2001, that was the side effect of the long period steroid therapy. At
June 1, 2001, the patient revealed quadriparesis, dysphagia and dizziness. So we took the brain MRI scan, it showed pons, medulla and mid
brain infarction.

As the consequence of the oriental treatments, the symptoms of SLE had the improvement and the values of BUN, Creatinine were improved.

But the symptoms of the stroke were not much changed.

Key Word : systemic lupus erythematosus(SLE), stroke.
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1)SLE

2)cerebellar, pons, medulla, mid
brain infarction

3)pneumonia with SLE

4)lupus nephritis

5)Cushing syndrome.

6)Hypertension
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Fig. 1. Brain CT shows old cerebellar

Fig.

infartion.

Fig. 2. T+ weighted sagittal left knee MRI

scan shows bone infarction and
ligament injury.

MRI brain scan

shows cerebral infarction in pons,
medulla and mid brain.

13 22 539,

6% 19 242 Y73 40| 248
ESH 59 ERE WE Mg
487 47 A golpot, ¢
9792 69 182 £TH 523
55 340] 29,

ECEEEE

U9 77901 A &7 24| o
& AdA A% B TS
Grade[[/]| 2 H3}5ch

AN ZHbY FFEX(systemic
lupus erythematosus; SLE)& 1230d
FEagE Dol 2937 o2, 1851
i3 Cazenave 7} 9 %< lupus erythe-
mateux 2§18 27] AR,
18723 Kaposi7} FFA9F A4 Hut
£ Ho] Agd o
21 9th

HAH S 2= Overbeck S& Wer-
muth L.} A Zobd FF20
BEd 23 314 gxjo tha FHi
37} 919115 Nascimento OJ & A
A BaHg FF2e [lidme] BRT
299 #Ad g Eusigien
Ushida H %9 44 94 FF2
9} Brain stem infarctiono] {#3§3 3t
Aol g 23t ol ATt

AN FHHA
9 U HA

oz o Hr & rif
2 o 2 Fo
>

oox wt rg 2 jo n®
=,

WE g
XL
i

b
O~

b gigel - 245 - JEe Py - aee 731

a2
o%:
olN
oy
2
X
rir
2

¢

gk

> lo
L
>
ofi
o,
48
N}
Ofr
L

2

H o
— dm

olt

-0,

e

Lo,
rle b K ol

=
IUR
(a3
2 e
it olop
o
A
o,
N
o,
=
=
>

ok %

E:)
=2
~

M,
ot

o

=
L
o IILI
o> O%

>

o
=

-~ g
Je O
Ok
_>‘4_1‘

2 4.

PA 4T 43

o=
d‘ﬁrﬁ
2.
(S L R o (G

)

ri.‘ir‘-{J_‘L_iJ:%rll‘ P
o r
}_g.‘ I

wjo ol

2 1o i

R4 > ofN o
_Od r—t‘jﬁ‘_' ﬁ_'ll [—jﬁn O‘ﬂ

- , =

0_5." }I{}‘;“ o

£

w

ue

"

e
1

ot
o

io
k)

Ny oX O

o >

o .
fi 3
8,
—n

in

>,
N
mjat
oL o,

(e
oY,
it
)

SIADH(syndrome of inappropriate
ADH secretion)E F5H3F A|AH3HE o]
%, 939, A7 0% 58, 324 49

994 42, ANAE, H4% o

o 3l 29

o2
ol
do,
ok
=
2 oo p

£ 4 W

PN
(T
ot
H

s

3
o
01—‘

wol ok mu
ot o

N

M op k@

2B A 2 xe

L

&

o2 i
oL
o,
(I}{l
=



732 =740l fras MM

BuY £F2 B

BZ8YLE 0| BuE Bfel A

D QeH AoE 48U 24
sel 399 488 4= o2, 3¥
74, e e ol 5 sl

2 2487 93 Agd.

3) Hydroxychloroquines @& oju}
A, 2EF, 7718 F9 AHEH
o A 2ejzol=e AALYE T
£ AEd wh&aA Y= Ag yHd
A8},

a2y HgHoR AHZBOEE A}
£3ke B FAN 9% AF57hL 1

§9, 4%, 2482 3% o=t 2

2 O

oA

h
Y

i)

4
pasd
S

- o_n..

m{n:

ol)l

oﬁ

>

o

ojnl

_°.

Kw

ul

M e T oM
fy =
o~
N,

ro 2
2
oXx

o wek ol =
*E3T
P - e flo
T B oon =
oazﬁqq.

Aok 2 o] AT HYEFAY
Agoz olsfdt it 7} z93
HAEgHE DNAS Aiste 3
DNA#H 0|t} £3 ’%3-1.’5‘ A ¥R
A% 98% Ha¥ & 9low, ¥ DNA
A FHY AEE A T R
F2d ges] E°?Z*°]E}‘
BELNCE BU. RS PR A

5 g8z dds kEd B¢ 718
018 4 90T gy, mEEAE

B A RAEOIST Aok
HE AERAE £FTR x4,
Aol ALY TS Uo7 K
B GHEREA g4 $4E0T 3

Cﬂ?

F16 52D

At e ol@d Alde] Bt 2
olF #Ec] BAZ Eoi7t EmE I
el AT 7T S4R T A
o] glojAA fol BEETL 47
3}91‘:}- T8, BB, RIS
B, FEMEAREE, ROFEEd 4
7}Zli 3358 S5
F27h 22E 829 B4, A7
T 20df] HAH FHA FFEA o]
gslon, EEd FE &l vt

= Ayl ALe £ 2 gl

T4 94°0Ur HrRaEne) F24 IAL
ZHE, G 2 UAR AHRo|Ty
Aoz U8 pagoe gzkEn.

of &7k =3 A0l Ewatrl 1Y
2001d 1€ A28 3asE S48
AW, 258N, OE, B, BIE(E

, RE), IR, 808 FRA, AT BF,

%ER iR, BEEE, Fi F o
e oY, Bl FHEHy, 1 F

oﬂ ,\1:: W@;]. 9__15\]_1-1 0] rﬂa]. /\gﬂ--'-].
I AR mEY 39 259
ER FEe 231 FE 4Fe dol A
Ao] F2&ta A2 Mfke] Ho)
Sl "ol un, EEEERB, IKEFFEN
B 0, TRAK, JKRE o] EAISIT} T 8}
Atk

o] #x9 AL 2H B, BT K
B, TE fEMRel RES ERED
79 dAjste Aoz ATEY. K
kT FEEO] o, HPERBE F
BT MR ERGS AV 1 28
Feste] BB, FEIESE Ekel
LA S o £k sty

23} 734 e EEERES
Hele LAE, fEh, & F9 34
et s 3l ACE Azy
AN +2RBES YFE T

AN T BFR2GME ATA
Hylo] vt=Al AT SFH e,

2. H‘I ¥

rd

Al z

-

o] o] B+ FF2A
42 dHRoH, 493 A¥EA
occult blood, albumin th& Z&E
1, @474 BUN 51.9 Creatinine
L11Z A%7)50] %ol B &
2 F A4tk o] F ALHQ BES
HE AR WiTOR 649 264 €94
AMd¢ BUN 14.6, Creatinine 0.61 2
243 $35E P4 2t

B BB #iTe BRSNS

d Q4FH5 BN 23]

F°l Ak JEH Aoz ylh

EA3A, B, i 4%, Ei, 48
IR, B2 AL 24T, LAF, i\,
iR, [7E, 078, B8, R, SEER,
Z2H5ENY F¥L 27 THHYOH,
AR, T R, Aogel, TE, &
iR, R $4e Eoe Wspl it

BRE HEoZE FOME7!
BES AR e 1, ¢o2 o
£ Be #ANE Hojo ANRE AZE
o] g g 3zlz 4z4rh

V. & @&

2001 49 49%-¥] 20013 69 28
W SAPPILNIA LAER
3049 740 2348 P48 04
£94 72 AABR 1518 2L

03

°i #atel B+ %id" %l‘i“

;:QE

2%
2ol s 1YY HH] w4
Gom 20013 1¢€%E 2001 64 1

g Atolo] A7 Mol 2% At 2,
Hz—?o Aalio]r: A]._g.c o ng:ﬁ;]
i AR Bole AHAT

27 H7ZM A FEE 24 H73
A Tolle AOMEE Fotl 83

Al

Az 9349 39

2o}

rlo
rim



|3 gidlon, A4 A FF2
A dAFEE THHE e BA

BEXEI

L 2% d3de 94usa. 949 1
* A& AMET $41; 1998, 139-
140%:,

2. o|FE. 1Yoz 4uE . 19 A
&: 2ol 1991, 843%.

3. #ge ¥g 1A% 48 HARRISON
S Wi F2AIE A& ST A
o 1997, 1771-1777%.

4. WA BA. 43 AR o] ¥FEA. 1
% & E30E,; 1987,235-238%,

5. James B.Wyngaarden, Lloyd H.Smith,

Jr. CECIL Textbook of medicine. 16th
edition. Philadelpia: W.B.SAUN-
DERS COMPANY; 1982, P.1852.
Overbeck S, Wermuth L. Cerebral
infarction in systemic lupus erythema-
tosus. Ugeskr Leager 1989; 151(7):
449-450.

Nascimento OJ, De Freitas MR,
Cavalcanti JL, Netto MB. Cerebral
hemorrhage as the initial manifestation
of systemic lupus erythematosus:
clinical and histopathological study of
2 cases. Arq Neuropsiquiatr 1985;
43(2): 187-193.

Ushida H, Koizumi S, Katoh K, Okada
Y. Systemic lupus erythematosus
presenting as a brainstem infarction
and hemorrhage during treating
retroperitoneal abscess: a case report.
Nippon Hinyokika Gakkai Zasshi
2001; 92(5): 579-582.

 YB0 oY NEF LY g 733

9. HHM. HADE Ne: F-BEH:
1992, 709%.

10. Gregory A.Ewald, Clark R. McKenzie.
Manual of medical therapeutics.
28edition. USA: Department of Me-
dicine, Washington University: 1993,
P.522.

11 Agdiga g3dhe Wastad. 1996
AAAA fHE AL M 2R
A} 1996, 170%.

12. oA, olF<. YA 28 A&
=N oML 1996, 1386-1387
=

13. fg— H5 3o §AAR 1T AT
MEH dFAL; 1991, 95-96%.

14, AZgelgoist gl gay. F94
& 1% Mg €34k 1999, 266%,
411%,

15. REAEHL BERREE B2 RMEH
i WEME. A& RELIL 1994,
88-89%.



