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A Case of Hypereosinophilic Syndrome

Hun Suk Suhb, M.D., Young Ho Chung, M.D., Wha Soon Chung, M.D.
Choon Won Kim, M.D., Seung Hahm Park, M.D. and Ki Hong Kim M.D.

Depatment of Clinica! Pathology, School of Medicine, Han Yang University, Seonl, Korea

Marked ecsinophila is a common findings in many diseases, occuring most frequently in
allergic and parasitic conditions.

A separate syndrome has emerged over the past sixty years characterized by persistent
marked eosinophilia of the blood associated with diffuse organ infiltration by eosinophiles.

A variety of diagnoses have been offered in these cases including eosinophilic leukemia,
disseminated eosinophilic leukemia, disseminated eosinophilic collagen disease and Loeffler's
fibroplastic endocarditis with eosinophilia even though clinical course, physical examination,
laboratory data and autopsy finding often have been similar, regardless of diagnosis. There
fore, recent workers have referred to these conditions as the hypereosinophilic syndrome.

Fourty-two vear old house-wife was visited to Han Yang Univ. Hospital on Mar, 31, 1981
due to epigastric pain and facial melasma.

Laboratory data show & WBC of 13, 700/cumm with 79% of eosinophils and 7, 100/cumm of
total eosinophilic count. Known cause of eosinophilia was not found. And also, skin and liver
biopsy findings reveal diffuse eosinophilic infiltration throughout the organ.

S0, authers report a case of Hypereosinophilic syndrome with brief review of literature.
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Table 1. CBC findings of patient

. — —
March 31 April § April 11 May & June 1

WBC(/cumm) 13, 700 15, 000 16, 100 14, 400 9, 000
REC (/fcumm) 392 mil. 301 mil. 435 mil. 527 mil. 416 mil.
Hb(gm,/dl) 10. 6 10.7 11.5 11.6 11.3
Het (%) 3.2 31.2 .5 42.5 KL
PLT(/cumm) 215, 000 310, 000 317, 000 227, 000 288, 000
Diff. count(%)

poly Neut. [ 19 13 14 45

Lymphocyte 12 24 16 15 32

Monocyte 3 1 — — 1

Eosinophil 79 56 69 64 22

Bazophil — — 2 2 —
ESE {mm,/hr] 47 38 52 58

Table 2. Bone marrow findings

Myeloblast 0. 2% Eosinophil 33.7%
Promyelocyte 0.9% Basophil 0.5%
Myelocyte 2. 3% Rubriblast 0 2%
Metamyelocyte 7.0% Prorubricyte 1.4%
Band Weutrophil 16. 7% Rubricyte B.4%
Poly MNeutrophil 15. 1% Metarubricyte B. 4%
Lymphocyte 4. 0% M:E ratio=4.2:1
Plasmocyte Cellularity T0%

1.2%
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Table 3, Other laboratory findings

ANA Negative
Cryoglobulin Negative
LE cell test Negative
Bence-Jones protein Negative
Stool parasite Negative
Bleeding time MNormal
Coagulation time Normal
Protein EP Normal
Liver scane Normal
Urinalysis Normal
Chest X.ray film Normal
Serum total protein Normal
Alkaline phosphatase Normal

SGOT Mild increase

Table 4. Causes of eosinophilia

1. Allergic disorder; bronchial asthma, urticaria,
angioneurotic edema, hav fever, some instances
of drug sensitivity

2, Skin disease; especially pemphigus and derma-
titis herpetiformis

3. Parasitic infestation: especially parasites that
invade the tissue; e.g., trichinosis, echinococcus
disease; less regularly in intestinal parasitism

4, Loeffler’s syndrome

5. Pulmonarv infiltration with eosinophilia({PIE
syndrome)

6. Tropical eosinophilia

7. Certain infection; e.g., scarlet fever, chorea,
ervthema multiforme

& Certain diseases of the hematopoietic system;
CML, polycvthemia vera, pernicious anemia,
Hodgkin's disease, following splenectomy

g, Malignant disese of any type, especially with
metastases or necrosis

1n. Following irradiation

11. Miscellaneous disorders; periarteritis nodosa;
rheumatoid arthritis: sarcoidosis; certain poi-

gong, eff.
12. Inherited anomaly

15. Idiopathic
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Table 5. Usual evzluation for Hypereosinophilic

syndrome
1. Complete history and phvsical examination
2, Chest X-ray film
3. Complete blood cell and total enzsinophil count
4. Stool sereen for ova and parasite
5. Urinalysgia
i. EKG
7. Echocardiogram
8. Quantitative immunoglobulin Jevel
9, Serum IgE level
10. Bone marrow aspiration and biopsy
11. Serum B,, and folate level
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Leukocyte alkaline phosphatase(LAP) level

Chromosomal evaluation

._.
o

=5 Toha shg e, % o] 5 marker & leukemic
critoria ] Mol = ile]4le] kel AL he] e
44 Al uld 2 Ee] whgo] g3 & FE Y
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7, 14.3%) 45 PR'QAs|5 dddgd ad. =
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HES &] #) 8= prednisone, dexamethascne, corti-
sone F 5439l cytotoxic agent o1 busulfan, chlora-
mbucil F-§ ApFEhee] 40 chucid $92. o8 g
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Fig. 1. Feripheral blood smear showing eosinoph-
ilia. (Wright stain, x100)

Fig. 3. Skin punch biopsy specimen showing infil-
trate of eosinophils in upper dermis and
perivascular area. (H&E stain, x450)
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Fig. 5. Liver needle biopsy shows periportal infil.
tration of eosinophils and neutrophils.

(H&E stain, =450)

Fig. 2. Bone marrow smesar, eosinophil and eosin-
ophilic myelocytes are predominant.
(Wright stain, =1.000)

Fig. 4. Skin punch biopsy shows perivascular infi
ltration of inflammatory cells and eosino
phils. (H&E stain, =1, 000)
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Fig. 6. Liver needle biopsy showing infiltratic
of ecsinophils in periportal area.
(H&E stain, »1,000)
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