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A Case of Hypereosinophilic Syndrome Presenting with Bilateral
Pleural Effusions & Recurrent Bilateral Pneumothoraces

Jae Min Shim, MD., Jn Wook Moon, MD., Sang Yun Hwang, MD., Mi Young Do, MD., Moo Suk Pak, MD.,
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College of Medicine, Goyvang, Korea

Idiopathic hypereosinophilic syndrome (HES) is a disorder characterized by prolonged eosinophilia without an
identifiable cause and eosinophil related tissue damage in multiple organs including heart, lung, skin,
gastrointestinal tract, liver, and the nervous systems. Pulmonary involvement occurs in about 40% of HES cases,
but pleural effusion due to pleuritis and bilateral pneumothoraces are very rare manifestations.

We report a case of hypereosinophilic syndrome presented with bilateral pleural effusions and recurrent bilateral
pneumothoraces in a 44 year-old male with brief review of the literature. (Tuberc Resoir Dis 2004 57:470-475)

Key words : Hypereosinophilic syndrome, Pleural effusion, Pneumothorax.

M E

pESERERERERES EDE
chepsit. 53 7195 Aol ez

ST
1

Address for correspondence : Se Kyu Kim, M.D.
Department of Internal Medicine, Yonsei University
College of Medicine, 134 Shinchon-Dong,
Seodaemun-Ku, Seoul, Korea

Phone : 02-361-5429 Fax : 02-393-6884

E-mail : sekyukim@yumec.yonsei.ac.kr

Received : May. 10. 2004.

Accepted : Aug. 24. 2004.

470

ARFEE v 710 EHRUS FaE AT 4
A AN P2 b kT g AR 71E
o WAY FBNTFEFES AusT PAILE

g At 0T, M4, FA

T o vE VI, A B

SHHE i 45 AREO vk V1A, A SE
e T2 Rl dTaHE Al ot
o] TAEA ol e 15 A A|E T g
XA #9% F5A S5 e 2R skl
At A AR Aoz 67de] FAE o]
Ao A5 1A S 33 20438 S5 0] 9l
AL oFE oy WEar] A4HES Itk
A - Solatd fiih

715 SolAtd il

O[SFA 474 i B2 A1 175 em, A5 61 kgl A
L, F 130/80 mmHg, #Hta 29 963, &
T3 183], A2 362 Coleh. FAk= F37k B
S WolA= egkon] vl wAgdA el B gl



o3 Avte s ehgrow] Fupo] Fee glo)
ok B FE AN BFEo] ghslo] 93]
0 AYE 2 AR BelX g ¥R vEy
o AgSGen 1 0, A% % F5e AL
9k S YTk A BF D AR A}
Aol olake gioltk

A 2701 19 94 ABE Bzde Gapd d
A4 159 g/dL, SvEAR 462%, WET- 18930/

3

mm’ (&5 186%, ©EZF 125%, @37 1.6%, <4t
T 66.4%), 3 2H74 12610/mm’o] . 0m] 84w
= 197,000/mm’, 48T FAEE 7 mvhrol Uk %
A SHAAMS AAS sak S BRYou
opAl U Wsdk HElghe TEE A otk

g2 AssbARE Glucose 92 mg/dL, Calcium 9.8
mg/dL, Phosphate 4.0 mg/dL, Total protein 7.7 g/dL,
Albumin 4.3 g/dL, AST 22 TU/L, ALT 17 TU/L,
Total bilirubin 0.5 mg/dL, Alkaline phosphatase 79
IU/L, Uric acid 3.3 mg/dL, Cholesterol 127 mg/dL,
BUN 8.8 mg/dL, Creatinine 1.0 mg/dL, Na 138 mEq/
L, K 45 mEq/L, Cl 100 mEqg/Le] . Prothrombin
time 100%, aPTTE 33.0% ©|th AW A= A

Figure 1A Initial  chest PA
effusions.

showed  bilateral  pleural

Tuberculosis and Respiratory Diseases Vol. 57. No. 5, Nov, 2004

-

o ANA, anti-dsDNA @l= &40l 3
A5%, dvE, 2927w g ELISAS o]
A A B S0 #H7)E AAE
C 305 L(eZ219] 664%), FEV, 241 L(¢]ZX]
%), FEV/FVC 788%°]aL 7|34 Ao
om DL, A5%]9] T43%2 FEEe
Hd A4Sk 2 BAT WY 3 Alds &
AAME pH 7.0, W38T 9600/mm’ (SAFF 88%, &
- 3%, G 9%), 2&T 1170/mm’, Protein 6.2
g/dL, LDH 1265 IU/Le] %t}

ox m
o,
—
(1)
D

2

+

2

olo

ox rlo
£

o

N

4 2 rZ o
N

oA A A== A A4S Boy Ui §
AR AR 4 B A Htiads B
RN AT A= ole7] ZellE Hol= A 9
of Solaz Atk

AR 474 ¢ T F XA S ol =
A7) #EEAL(Fig. 1A), §5 AstaEEG
FE FH S FHa]d, A, 54, ekl

showed

admission

Figure 1B. Chest PA on  second
newly developed pneumothorax on right lung.

471



JM Shim, et a.: Hypereosinophilic syndrome

Figure 2A. Chest computed tomography on first Figure 2B. Chest  computed  tomography ~ on  second
admission  showed  bilateral  pleural  effusions,  passive admission showed recurrent bilateral pneumothor-
collapse of base of right lower lobe, and ground glass aces.  However,  parenchymal  lesions  were  amost
opaciies  in left  lower lobe with patent segmental negigible, except a couple of lobular  consolidations
bronchi. or patchy ground glass opacities.
R N -.ﬁ‘; *:‘g‘?‘f‘?;f?“ FEOY
o :-_"“. ‘. v "t‘ :"..'-- e L (‘l 4
F_E‘. R Wk Ve § e W, e -*?‘I
¥ RS I P - Nt
» ' [ L a3
fath,
\ ; t x\‘
>
b G
q (4 S
R L f s ”‘- a
Figure 3A. & 3B.  Pleural  biopsy showed extensive  eosinophil  infiltration  of the pleura  with  pleural
thickening and reactive mesothelial  hyperplasia,  consistent  with  eosinophilic  pleuritis.  (H&E  stain,  x200,
x400)
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Figure 4. Bone marrow biopsy
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