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= Abstract =
A Case of Idiopathic Hypereosinophilic Syndrome Presenting
Acute Pulmonary Edema

Kyong Sul Yu, M.D., Yeon Jae Kim, M.D., Hyang Eun Seo, M.D., Hye Jin Yoon, M.D.,
Yun Kyung Do, M.D., Byung Ki Lee, M.D., Won Ho Kim, M.D.

Department of Internal Medicine, Fatima Hospital, Daegu, Korea

Transient peripheral eosinophilia occurs in several disorders, such as allergic diseases, cancer, and parasitic in-
fections. However, in most cases, their presence is not accompanied by tissue destruction or organ dysfunction.
In certain disease states, eosinophils can accumulate in any organ in the body and cause tissue destruction as a
result of the eosinophil infiltration or the toxic effects of the degranulated proinflammatory products. Idiopathic
hypereosinophilic syndrome is a rare disorder characterized by persistent eosinophilia of an unknown origin,
usually associated with a dysfunction of organs such as the heart, lung, skin, and nervous system. Idiopathic
hypereosinophilic syndrome usually has an indolent course over a period of several months. However, in some
cases, they have grave symptoms if vital organs such as heart and lung are infiltrated.

Here we report a case of idiopathic hypereosinophilic syndrome presenting acute pulmonary edema involving
the heart, bone marrow, and lung with a review of the relevant literatures. (Tuberculosis and Respiratory Dis-
eases 2002, 52 : 166-173)
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— A case of idiopathic hypereosinophilic syndrome presenting —
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Fig. 1. High magnification view of peripheral blood smear shows increased eosinophils of mature
form. (Wright-Giemsa stain X 1000)
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Fig. 2. Light microscopic examination of bone marrow biopsy specimen shows increased num-
bers of eosinophils. (Hematoxilin and Eosin X 400)

UFFo| 7Hsdl 7|AlZFovRE olgs HAls
Form, Y 9dx A¥ WHids HAHsAU. Y
1027 Al 33 AAEA O, I, aVF, V4, V5,
V6ell Tie] 997} Belllon}, dxgv HAMY
oA #Hd4d utEge 51% 2 FASUL FH- PA
A AR & Hloke] vh A& A0 25 Al
A3 AFHlE= 50%olst2 A TH(Fig. 6). A%
Ao ity HAAA 4l 6dRe] UxHNe| 5
27471 9,405/mmP(H T 14,250/mm*) 2 F7}
o] A3 8E g JdAso g FHo]
o, A Z7HEe] A Ak} #4 25+ %
A, 71984 AX MHEg A2, 9 20
A wxPAe] AN = 4,221/mmA (YT 11,
410/mm*) Z 4 6Ll vla] FaEIRot oA
3] Z7isle] A d4EQ 34 2 AFE

Ao, HARIA Ft F7le] el 4ds
2He = glo] 544 ey FETeR g ¥
EYsidnt. =Y F 4 ofefoflA] AT ds=R
(prednisolone 1mg/kg/day) & Foisigon], =€
5MLA A= 394/mm*(HEF 8040/mm?) 7}
A xR A S5ET EAglol o ST
Zolo}.

U

Hardy2} Anderson’c] 1968del| =z T4t
To] F71 A% 9 3F0 F, 2Ela 7, wEd
7} BEE= 348 Bt S5 3T 39
Axe] E3lele g A4 Asg Hold, FHES
chst o4 Side] de] Ay 2HEF Al

— 169 —



—K.S. Yu, et al —

Fig. 3. Echocardiogram . Apical four chamber
view demonstrates left ventricular endo-
cardial thickening and endocardial
thrombus in LV wall (arrow).
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Fig. 4. Chest PA on admission day shows wide-
spread hilateral patchy consolidation with
air-bronchogram and an enlarged heart.

0
D 00 on as e — — "

Fig. 5. Chest HRCT on admission day : There
noted multiple patchy airspace consoli-
dation with ground-glass opacity on
both right and left lung fields.
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R

Fig. 8. Chest PA on 10th admission day shows
improvement of prior diffuse patchy con-
solidation and a decrease in the heart
size.
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