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Hypereosinophilic Syndrome Presenting with Gastrointestinal Symptoms in an Adolescent

Dong Bin Kim, M.D., Gina Lim, M.D., Sang Kyu Park, M.D., Sung Ryul Kim', M.D.,
Hye Jung Choi?, M.D., Joon Sung Kim, M.D.

Departments of Pediatrics, Laboratory Medicine'and Pathology’,
Ulsan University Hospital, University of Ulsan College of Medicine, Ulsan, Korea

Abstract

Hypereosinophilic syndrome (HES) is defined as peripheral eosinophilia, organ involvement of eosinophils and
exclusion of other disorders or dysfunction, HES is subclassified as myeloproliferative variant, T-lymphocytic,
overlap, idiopathic, familial and associated type according to the new classification using molecular and
immunologic markers, HES presenting with gastrointestinal symptoms is very rare but characterized by peripheral
eosinophilia, eosinophilic infiltration of the gastrointestinal tract with other organs such as liver and bone marrow,
We report a rare case of idiopathic HES in 18-year-old adolescent who presented with gastrointestinal symptoms
including abdominal pain, diarrhea and ascites which resolved rapidly with corticosteroid therapy, HES should be

included in the differential diagnosis of abdominal pain and ascites in children and adolescents,
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Fig. 1. (A) Peripheral blood smear shows the elevation of the white blood cells which are due primarily to eosinophils
(Wright stain, x200). (B) Bone marrow aspiration smear shows markedly elevated eosinophils of 68% with no blast
cell (Wright stain, x1,000). (C) Ascitic fluid showing increased number of eosinophils (Wright stain, x200).
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Fig. 2. Abdominal CT scan shows moderate amount
of ascites and diffuse bowel wall thickening with
dilatation of jejunal loops.
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Fig. 3. Upper endoscopy shows multiple erosions in the gastric antrum (A), and friable mucosa in the duodenum (B).
Colonoscopy shows multiple hyperemic mucosa in the rectum (C) and the sigmoid colon (D).

B2 WL R
Fig. 4. Liver biopsy shows mild fatty change and

marked eosionophilic infiltration in the portal area
(H&E, x400).

AU g Ao} HY, A QA AT L
A4 9289 2, 35 5L AUD 524
37 FFFo2 AV 2 2o|= A2 Fo

278A(21%), ©871(20%), B]7(10%) ] £ =2
G A Aok, A, Lo} HAdr] 9 H3 T
FTET2 Al HA T W=7 =&
PubMedol A ZF3 Hig &3 FAd <34
1999l ¥ 2011 Afole] 184 o]ale] Ao}
FadolA Chusid (2] Ad7|ES S35t
Sa= 339 EHPL o9 T Y
11 ¢om, o] =4 14 o] oz} AP, F
FFE w2 A7) wet w9 oheFgon gk,
Aol TS e 97t v FEol Aol

o

fo rr re

o

=)



BT S5 gdsopd Agke sk
F7HeS 4o F e 7IRF, vhol 2, Al 74,
gy =r] A A AAE ZA 237 HE 52
A, ZAA A", 3AA Y T aAL
Ao AFF T 5 Arlednt AR JTFES
T AIES 5 7 Atk §E, 93HA - s
A A SAY RS v RSk |EE
At AYE 91744, Chug-Strauss 5, 7145
7 SollME vehE vk e & e 2ol
Ho AT STFSAAA AFBATE AHE A7t
14%9] E3#3taL, o]FoA k57t A SHo=
E5, AL 58 adhs Aol ATH AAF flo]
92 WA AL 2 2 A A, 9 ST

E
W] e Aol At A3t 9 ge R
50T FFE] o4

o ox, N o fo

10 o

&
20,
50
o

HB 2 S50 27 A= International
Hypereosinophilic Syndromes Working Group©]
HSA FF 9 of Yo whEkA F552] wo| ¥,
T-dZ74 #3537 5T A5 olvtEd
(imatinib)o] 7] X7 o|H o2 F 2HZEO|=
A5E At I 99 o}dEL AHEOE
R 3 WA AR AU 4 glon Je A
W © 2= hydroxyurea, vincristine, ¢1E]#& &3}
I F71-5 A ofE W9ZxH A (alemtuzumab,
Aol ERAEY, WS EEY) 9 AESA oA
(cyclophosphamide, 6-thioguanine, methotrexate,
cytarabine, 2-F 22T Aol 22]) 5 18 E
T At Azl whgEkA] v thdd AR ol
APd Apoll= 55 ol 271 AZ oAk a3

' e AR deA glv(5,13,14]. £ S
s AT Ao U 5y Hs AT
THT st A7 2ER0|E ARE AR

63
A ST Ex A ST FAY wWE WS
Bolch el Adg =4 AAE 347
3] AstEd ey 4 o] A gt of
7Y At Fofl AlgE Tz A A FX|7}
Tl S7bE 2710 AAEHAG FAld B S
A7t sadte SET FH2 ded o3
AT A7 =A FAEEA o A7) G
n A 7hs/d o] FEs] 171 Wl FFolw F71H <
F4 A 2 ATH AL & dad Ao

>
i
K
ol
lo,
% Lo

&)
2,
L)

o o
o e
N,
o, OIN
T & oo ooy

2
=
)
%
~
0
>
o
b "
i
2
x

RO A TR T S

|
l

-qoﬂt oX, FhL
%
74

;’é}‘u
=2
s
=
o
P
_%'L_l,
‘-011
>
-
ol\ o
T
.
rlo
B
o

olrt
o
=
mel

ol
rM

o I
O
o,

ot

)
= |o
2
o

)
ojN b

p

o)
©
=
=
fu
fol
2

o
W

fu

o

T,

[

1 o
é
rlr
d
off
o
IV
e
>
I
1o
Ao

e o

ol ofN od o [ off Jm N

o o2 by ot

© o 2
sk
=

)
M
N,
aY)
2
b
X
(o3
o
ek
Y,
o
°

1. Hardy WR, Anderson RE. The hypereosinophilic
syndromes. Ann Intern Med 1968;68:1220-9.

2. Chusid MJ, Dale DC, West BC, Wolff SM. The
hypereosinophilic syndrome: analysis of fourteen cases
with review of the literature. Medicine (Baltimore)
1975;54:1-27.

3. Roufosse F, Cogan E, Goldman M. Recent advances in
pathogenesis and management of hypereosinophilic
syndromes. Allergy 2004;59:673-89.



64

. Bain BJ. Relationship between idiopathic

hypereosinophilic syndrome, eosinophilic leukemia,
and systemic mastocytosis. Am J Hematol 2004;77:82-
5.

. Klion AD, Bochner BS, Gleich GJ, Nutman TB,

Rothenberg ME, Simon HU, et al. Approaches to the
treatment of hypereosinophilic syndromes: a workshop

summary report. J Allergy Clin Immunol
2006;117:1292-302.

. van Grotel M, de Hoog M, de Krijger RR, Beverloo

HB, van den Heuvel-Eibrink MM. Hypereosinophilic
syndrome in children. Leuk Res 2012;36:1249-54.

. Lucendo AJ. Eosinophilic diseases of the

gastrointestinal tract. Scand J Gastroenterol
2010;45:1013-21.

. Talley NJ, Shorter RG, Phillips SF, Zinsmeister AR.

Eosinophilic gastroenteritis: a clinicopathological study
of patients with disease of the mucosa, muscle layer,
and subserosal tissues. Gut 1990;31:54-8.

. Weller PF, Bubley GJ. The idiopathic

hypereosinophilic syndrome. Blood 1994;83:2759-79.

10.

11.

12.

13.

14.

AHMolchstax| M33H 15 2014

Gotlib J. Molecular classification and pathogenesis of
eosinophilic disorders: 2005 update. Acta Haematol
2005;114:7-25.

Ogbogu PU, Bochner BS, Butterfield JH, Gleich GJ,
Huss-Marp J, Kahn JE, ef al. Hypereosinophilic
syndrome: a multicenter, retrospective analysis of
clinical characteristics and response to therapy. J
Allergy Clin Immunol 2009;124:1319-25.

Levesque H, Elie-Legrand MC, Thorel JM, Touchais
O, Gancel A, Hecketsweiller P, ef al. 1diopathic
hypereosinophilic syndrome with predominant
digestive manifestations or eosinophilic
gastroenteritis? Apropos of 2 cases. Gastroenterol Clin
Biol 1990;14:586-8.

Klion A. Hypereosinophilic syndrome: current
approach to diagnosis and treatment. Annu Rev Med
2009;60:293-306.

Cogan E, Roufosse F. Clinical management of the
hypereosinophilic syndromes. Expert Rev Hematol
2012;5:275-89.



