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

Jae Min Shim, M.D.", Jin Wook Moon, M.D.", Sang Yun Hwang, M.D.", Mi Young Do. M.D.", Moo Suk Park, M.D.",
Jae Ho Chung, M.D.°, Young Sam Kim, M.D."*. Joon Chang M.D."®, Sung Kyu Kim, M.D."®, Sang Ho Cho, M.D.2,

Se Kyu Kim, M.D."%4

"Department of Internal Medicine, ‘OPatho[ogy, The Institute of Chest Diseases, and Brain Korea 21 Project for Medical Sciences
Yonsei University College of Medicine, Seoud, Korea, "Department of Internal Medicine, Myongji Hospital, Kuwandong University

College of Medicine, Govang, 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 Respir Dis 2004: 57:470-475)

Key words : Hypereosinophilic syndrome, Pleural effusion, Pneumothorax.

N 2

B ool TA7e $718 wol:
St 53] 7145 ol ez
Aol 7H4 Bk ArbHey A3

1

AME ZATF7HE0] Ve
Sk

o
2, do
e

=

rigt
2,

e
P

= o
o2
o

9 32 ofN 12

Rl o
ol o
_'E oo
D =
oo, = 0
B
LEE
o N g
rlriikflo %;4
o rlrﬂrﬂﬂ‘
Mi%
o () i
-1or}°lm?~m
H—um_[
Pl g
4 18
o o K
—Uri10>"-£l"
o o A
g b
o o
o M 4y o
LCT S A A

H,

g olg) Fule A = 503 f o) 9
o}

g Fd Zag 3 9 ok

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 : 02-393-6834

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

Received : May. 10. 2004.

Accepted : Aug. 24. 2004.

470

AR e v 7100 EETAS Fa2 WL

NEEE A 2glo 2 g7hde] Fddo

RRoH 4AF 1Y £ 33] 20d7ke] &FHe] )

AL oFE F8oly WEr] AFHE gl

A So)Arg gl

7EEE ¢ SolAlak YUl

0| 474 1 U1 BA] A 175 em, A% 61 kgo|Sd

1L, €9k 130/80 mmHg, ek 2 963, 355
]- Béfx]—]

3 183], A2 362 Tolddrt. A= F3¢
A

flo Mz



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

A W32 pkor] Fu Fe

U, A2 %2 slepield 53 gel B

5 e 587 Wt

i, A 8 e U
=i}

JOISL GHES QoI SIS 2 2 A

h 52 o]

j

Fd =g
j=]
B 8

\rﬁﬂm
ot ¥ 32

.

o

A

£

a AT e 29

i
=T
=}
=

ox, I

BH&
of

4 7] A

=

AAre D] A AlEle dxdel At &
A 159 g/dl, dntE=E 46.2%, W3 18980/
mm (E5 7 186%, BET 125%, B8 16%, 344
T 66.4%), EZ TS 12610/mm’e] Yo B

= 197,000/mm’, A7 AAEE 7 mv/hrolAch &
289 =AY A% AT FPF ey
ol ml&dk FTE HEEA G

dx AststAAME 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 IU/L,
Total hilitubin 0.5 mg/dL, Alkaline phosphatase 79
TU/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 mEg/L, Cl 100 mEg/Le] 21tk Prothrombin
timeS 100%, aPTTE 33.0% otk A¥AAE 4

Figure 1A. Initial chest PA showed bilateral pleural
effusions.
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Figure 1B. Chest PA on second admission showed
newly developed pneumothorax on right lung.
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Figure 2A. Chest computed tomography on first
admission showed bilateral pleural effusions, passive
collapse of base of right lower lobe, and ground glass
opacities in left lower lobe with patent segmental
bronchi.

Figure 2B. Chest computed tcmography on second
admission showed recurrent bilateral pneumothor-
aces. However, parenchymal lesions were almost
negligible, except a couple of lobular consolidations
or patchy ground glass opacities.

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, 200,

%400)
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Figure 4. Bone marrow biopsy showed 60-70%
cel lularity with increased M/E ratio, full maturation of
myseloids and increased number of eosinophilic
precursors. (H&E stain, %400)
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Hypereosinophilic syndrome
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et al. A case of hypereosinophilic syndrome with
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