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A Case of Persistent Apical Ballooning in a Patient with SLE
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Apical ballooning syndrome (ABS), also referred to as
stress cardiomyopathy, is characterized by acute left ven-
tricular dysfunction following a stressful situation.
Diagnosis of ABS is made in the following scenarios: tran-
sient hypokinesia or dyskinesia of the left ventricular seg-
ment, absence of obstructive coronary disease, new electro-
cardiogram abnormalities, absence of recent significant
head trauma, pheochromocytoma, myocarditis, and hyper-

trophic cardiomyopathy. Prognosis is usually favorable
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since the wall motion abnormality returns to normal with-
in days, and certainly within the first month. We encoun-
tered a case of SLE with apical ballooning on echocardiog-
raphy in a 44-year-old woman. She was suffering from se-
vere left ventricular dysfunction that has persisted on 5
year follow-up echocardiography. We report this case
along with a review of the relevant literature.

Key Words. Systemic lupus erythematosus, Persistent ap-
ical ballooning

Z] A1 A

“ <]

¢

NZEE SNOEIEE SSE BRI

FE A E Uehu AZd2 FF2 4
Z 5~10%4 B A5 g S Ao g HIy
(34). FF&olA 2EH2A AIHITI FAR
< obF Haxl wprl glow] F529) QIR A kA
o] ksl

dle 2 Heol it (5).

HZ AAES ATALF 4
T2 Gl A gt A 2Ed
Aoz JAE= AFH o Ad5T}
Bokel e WEE ek A= H
= 52 Sl glgler d 2dEele

o
A5 HolA kot o) % 5197k A

&
o
L=

Y
O:
~ d

+

T
=

0]

M ofn 2
o,
i)
'S

ook oX

lo 4
feu
o
b

ox XN it
P~

<Received : April 19, 2013, Revised (1st: May 24, 2013, 2nd: May 27, 2013, 3rd: June 19, 2013), Accepted : June 19, 2013 >
Corresponding to : Ji Hyun Lee, Division of Rheumatology, Department of Internal Medicine, Maryknoll Medical Center, 4-12,
Daechung-dong, Jung-gu, Busan 600-730, Korea. E-mail : ete@lycos.co.kr

pISSN: 2093-940X, elSSN: 2233-4718
Copyright (©) 2014 by The Korean College of Rheumatology

This is a Free Access article, which permits unrestricted non-commerical use, distribution, and reproduction in any medium, provided the original work is properly cited

91


http://crossmark.crossref.org/dialog/?doi=10.4078/jrd.2014.21.2.91&domain=pdf&date_stamp=2014-05-07

92

2stol 47] ol FARUE AAEL FFL ol

[e]
A o] Bagshe g2l A8l HF golrt o A
%8 345 ZYelT o] F F4 143 3 Bishs
upol ek,
= 2|

8 Xk o7} 444

F A YRR, 97 Bt 5o Ao AR 9
HHEslo] AR B3 289} A A FHol 3937

Z7)9] T Ho| HE T AFE Zao] A4
AZ A F Adekol]l A-g-A8E3(adenomyosis) X153} H747

o2

ovl % 2 Ask AR AT FUE HEA ks
o grolut ule] Fo) W o chele] BF wak W)

A %

AL 24 Gt 4 P 6,800/mm’ (T4 T
71.9%, FZF 19.5%, ST 8.4%), A4 107 g/dL, &
234 ¥ 325,000/mm’e] P A ET MRS 49 mmjhr,
C-Hh-g w2 9.0 mg/L (F2A] 0~0.5 mg/L) 2 4= 3

ok A A4 W A A AAE Agelglon B
Wt 2w A ehobeh oy Wl Zle] Al A

Sgolgdeh. A7FeA| FA A dhalakA] FA(1:320 ho-
mogenous), & dsDNA IgG @A 150 IU/mL (4 <4

TEE 3 Gt on] e A ARSI HAAE 9 IU/mL), 3 dsDNA IgM 3A] 49.0 IUmL (&4 <20
] Walell gE et HE FEo U 35 28 59 = IU/mL), C3 107.0 mg/dL (32| 50~90 mg/dl), C4 17.7
A ek it R Eelu o E £ WY gl mg/dl (+3L2] 10~40 mg/dL), Ro/La A, S-RNP &,
o= lupus anticoagulant, ¥cardiolipindtAl= SA4] ol AL
A 2010 A 2, e ek Fak, A sdo] glo] Al H4 2] CK-MB 1.03 UL 33%] 0.6~5.0 U/L), tropo-
3 A AAA WY F k= ghelalkA] kA, gHdsDNA 3 nin-I 0.025 ng/mL (32 0.0~0.2 ng/mL)o| At}
A FAHoZ FF2 Ak & HA9]A S 2 E(prednisolone HIALMSHS A FHEUAA HAA A AR 27 A
5 mg/day), FaetelotAl H&3l o F W 10d A A ol HAAA ] o] &7 WEE A skl HFE
A7F A &EE 25 5 4z 2 @A Aol o] AR A9 Tk IEEA kst
A THIE A, AR AAA AFA 28T & MEE A2 YA A AAE 4 VI, V2§29 ST
AL Ro] ZF o) gy chaby 2ol o Achily 7 2R A 27 9 V4, V5, V6 22 ST B4 &7 &7
T ZHEYEE 40 mydayE X EF Al @A o gl A4 z7|eEsbrt 3 A ch(Figure 1A).
AEFE o olF F4 TAEo] HF LHE= AZ=ST A4 FAFH Axa9 A8 F44A 78 &
S%< (5 mg/day) S A Al(cyclosporine 100 T 50%019em 3 75 el B Htr]s A wE
mg/day) & F7FE H-&3rt o] TR T4 HA gkgtot A HEE ALt FHelA 71A FHA
= olom el 4] —’F’ﬂ' ZzA Fol k. Uli°l own 9] A AFA = st} o o] A ]l 25 (akinesia)
Aol fAke] AL gl om A 43 4Tl Z7do] WA P AVIA R FAAY FF S (apical
v dAFe °o“o¥°l vehd A2 %im:‘r. ballooning) & & 2] ¢l th(Figure 2A, B). TAHEm zof
AlElE: 97 Fa82 aladeh 4 513 o] PEE|A] 2kgk o m(Figure 3A, B) o] ¥
AR 2AE W) DA g 100/60 mmHg, A2 36.6°C, 222 AL AR H A 20 A g AR L] W3k 3
b= 703] /2, ST 203]/% o]k whdolu} A 2= eksk
T 4, ofZF Whdk 2 U FE AR W H5 Y X2 % Aok %‘Pd 5 Al BT AT 9
Solazd A=A ekl AW - FElslkA] ofsk off ¢ 4 cm =719 FH7t JEE o] FYVIE AASL
L s e e e B ﬂ‘vwﬁuﬁ B B iee e \mﬁfh_i\r/\;xﬂv,f\w,_ﬂ(/‘ {
\ A . . :
L L ﬁ‘/lvw"( = ‘F | 4 A :ij Lﬁﬂkﬁ/ﬁ : M [ |
e e U PR e
\ILJ J,.\N\j,:ij L ‘) e - ‘\ s A ::l e /QL—h‘ /! \“ﬁ ( L 'L ‘l ﬂ
BF’“” [ s | W\f P e | P ‘\ b : d .
‘\J*ﬁ_f""“’t/k ‘i —JLJI‘“»—AM' -A,/‘
E A0 /iy ceb s i 10 mm/my 25 mm/s
’w:\‘f WV‘ | Al = ‘\r,/vw«‘ \l ’;\’JJL e mnl - v—rj‘ — AJ\JI[ f/F@_ *‘J%Jrf‘wwm"[ r‘*«—fum‘,/\——x‘llvf N«JJl\l‘ﬁ—thr \WJJ(/;J\ 'r»*;-d'\h[»_«. /\JV »,V

Figure 1. Electrocardiogram showing persistent ST-segment elevation during the first admission (A) and 5-year Follow-up (B).
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Figure 2. Transthoracic echocardiography during the diastole (A), systole at first admission (B), during the diastole (C), systole (D)
after 3-year Follow-up, during the diastole (E), systole (F) after 5-year Follow-up. It shows basal akinesia at mid to inferior wall with

persistent apical ballooning.

5 mg/day) B W A|A] X] & (cyclosporine 100 mg/day)E
fFABE . o] % 51 B]ke] 4 st A 3d
H, 2l 5 F AxSI &7 AVIA R FAAR

B woko| 4% T 9l (Figure 2C~F) AAE £A4
oA VI, V2 $5¢] ST BAAE £AL A%E 1 9}
(Figure 1B). 31 ¥ A&7 H7<4% 84 mmjhr, C-HE-SHH
£ 90 mgL (X 0~0.5 mg/L), 51 5 He Ay
074 % 102 mmjhr, CHMSEHILE 457 mg/L 2 A o]
%79l A 70| WAE I glont 7] FF e W

ohow olF A zAR B2 Holdh

A =
WA A ghgke}. 2] 3 dsDNA 1gG A 94, 3

4



94

dsDNA IgM &3] 37.0 IU/mL, C3 94.3 mg/dL, C4 24 mg/dL
= 2497 FEol} TF £9 59 4 BAAA o

AN =

o
ZEulA A THE(EE TakoTsubo AW 2)e A%
sEdz el EAH o A AT $53
o Qa AUTA HEo] e FY mee] e B
=

o] &
ol Aghoz UFE F9 lAelA & WAl o] F

it

£ 7357} wrt (6). Mayo Clinic®] 94 A gk 7] ol u}
2y 2Eday ASHSe ) A
oA DAHRl FEAsFS Holw 2) I
oA BAaZE Kol 3) A EellA] AZ A3k ST

AolLh ti¥| %8, 7144 E% (pheochromocytoma), 1] ¥4
AATHFEE 5O Aol Gk B9 A% VIt

2 slo] glek (7). /1AL FEG AlFeel Fulo o
& NS4S AR 5 ek AR AT AL 2%
A7 2] Aol VS sl ol el Axgstol Al A3
Do LB ANARY ALES e 54H
Ae AW 5 9ok w3 2Ealzo) Asle B4

o

T

P

A&Es doA mA £5ke Aelzh Loyt A
s Aot old = & Ao r AzH 8). 2Ed
7} FEE R k= A 3kR}ol| A= epinephrine, dobut-
amine, ergonovine, atropine, nortriptyline, duloxetine 5-2] <F
A7} Fhedo] 9 FE Qe sk glent ) & Fel
AL A7) SIS AgEA fgteh A Et HEH
A2z W e el 9 A% A2 glo] Ael 3%
sh AS7t et o).

FFzoA A%

12

N

B o 2 ax

Figure 3. Coronary angiogram sho-
wed normal right (A) and left (B)
coronary arteries.
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