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Pulmonary Features of Hyperimmunoglobulin E (Job’s) Syndrome

Byoung Ju Min, M.D., Jae Seung Shin, M.D., In Sung Lee, M.D.,
Young Kyoo Shin, M.D.*

Department of Thoracic and Cardiovascular Surgery, Department of Pediatrics™,
Korea University College of Medicine, Seoul, Korea

Hyperimmunoglobulin E syndrome, otherwise known as Job's syndrome, is an immune disorder characterized
by an abnormal elevation of the circulating immunoglobulin E level, and recurrent infections of the skin and
sinopulmonary tract. The syndrome has various pulmonary features, e.g., preurmonia, pneurnatocele, pneumo-
thorax, lung abscesses and empyema.

We report a case of hyperimmumnoglobulin E syndrome, with various respiratory clinical manifestation.

Medical therapy, including prophylactic antibiotics, has been the cornerstone for the treatment of
hyperimmunoglobulin E syndrome. Even if surgical intervention is required, minimal pulmonary parenchymal
resection is recommended. (Tuberculosis and Respiratory Diseases 2002, 52 : 651-656)

Key words : Immunologic diseases, Immunologic deficiency syndromes, Phagocyte bactericidal dysfunction,
Hyperimmunoglobulin E-recurrent infection syndrome, Job's syndrome.

Address for correspondence .

Jae Seung Shin, M D.

Department of Thoracic and Cardiovascular Surgery Korea University College of Medicine
#5186, Gojan-dong, Ansan-shi, Gyeonggi-do, 425-020, Korea

Phone : 031-412-5060 Fax : 031-414-3249 E-mail | jason @korea.ackr

- 651 —



- B.J. Min, et al —

A B

Hyperimmunoglobulin E (HIE) 2%7& 24 &
FE I B 9% B AR0Es 1%
7] 1 AHE EAOR sk dFold, %0}7]"1 Alg

R ) FEE o 2 QI8 %7
o F PHE . o] % @-&"ﬂ}\i 3176‘ 7‘45?i
Immunoglobulin E (IgE) 4318} tj&o} H
7159] o]/ido] WrEe] HIE F5tolg} B3t
gREA o2 dojupn uRpgolt £ T
, olg, FHlAE 2 HE Toz Al
& #&, 715 (EH, pneumatocele), 7|
, S, F T o8 71 g2 e 24z
o ek 5= vhgsit.

HqAEe HIE 3357 $x5 33 d@shs 3
& 53] ded FA4L 537 AES FHer A
glahe X s e 1&g A g}

4

F{J [

£
i

B

oo - o o rlo
R rlo

dob o oo PN HfF o =
~N
o Oy
1114
(s]

X ABOE, 164, @4

04970 B, V1A, A
HE L 4dARE Age s J1Fe FOY F
2 wae ysich Age a0z Wizt gl
Qom ofle) o] Belth. 71A FE5L 259 of
7l Al or Fo2 FHE 5ol At
A B AFS 35 kgolgon Ao} g
2 JYsled A8A FAAL AslE Ade B,
AF 5049 Ao FHx dYAE.
BE N A BV 55 2 vEqes 9
Blo] Femde Alg). o]F WEHE Ry, yupY
d 2 ez 109 2 J9xE L ¥Rge o
& A& AT JAA T,
64 olF; 5ol A3 FHAF. FX9 | A=
o7 JFR L.
94| ; 44 71F H4

39 AAE Y. &3 340G o $HE w

o&m 19 44 e

Fig. 1. Anteroposterior chest radiograph, ob-
tained when the patient was 11 years
old. The left-sided pneumothorax was
developed.
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Fig. 2. Panoramic radiograph, made on admission,
reveals persistent retention of primary
teeth, and permanent teeth have been
blocked by retained primary teeth.
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Fig. 3. Anteroposterior chest radiograph, made
on admission, shows an acute infection
of the pneumatocele with air-fluid level.
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Fig. 4. Chest computed tomography, obtained on
admission, reveals bilateral pneumatoce-
les. The wall of the left-sided pneu-
matocele was thickened, an air-fluid level
and surrounding pneumonic infiltration
were present,
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Fig. 5. Chest radiograph, made after 5 months
follow up, shows decreased size and wall
thickness of pneumatocele without air-
fluid level.
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