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GFERERIENN GIE) 13FE 2« DB BICRERE L TRIET BV,
TFEAERIE N3 2 B CIR A 3B D354 X Hypereosino-
philic syndrome (FFZ&MHIRIFEEERIEINAEBERE) IZ 0 R X
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7 bt &2 (Atopic Dermatitis, AD) B#HFIL
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Abbreviation : AD ; Atopic Dermatitis, CD ; Cluster
of Differentiation, IFN ; Interferon, IL ; Interleukin,

PHA ; Phytohemagglutinin, Th1;Type 1 Helper T cell,
Th2 ; Type 2 Helper T cell, TNF ; Tumor Necrosis
Factor

Helper T cell, Th2) 732 <, 18I~ /L/3— THIlE (Type
1 Helper T cell, Thl) 1XIZ LA ERDRN. 7T L v
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74.4x10* / p 1 & AFEREREL, M/ IMREROEMNZ 3O 7=. 1
EAERER, REA/TLVT I 35/23gd, #
t U L b »02 mg/d, AST/ALT 161/125 IU/L,
LDH/ALP/CPK 987/292/83 IU/L, #8= L X7 1 — /L
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DEIE A 4T B ER SR O x4 fill & IE DB Z /R L7

(K2). —7%, MiEFIL-4fEE, @FIELHEk L CH
L ERIFRERD R0 (TR HEIERELT).
Fio, METAF X2 AEIIRERY, %ER, BHE
RRZZE 236, 35, 34 pg/mlT, #EHEIE (38 pg/mlLi
T) LB L THLM R EREIFED Mo T.

E B

KA M OLFEEERIEIN () OBMEMEL, AT
400/ w 1EA B, 450/ 18A B, 700/ u 1LA E® RNZENZE
&, <3500/ 1lBh EE SN T3, /NETIE
FKAYMAFEEEREUIRRA LV £ <A~8RICE— 7 &R
W, EHEIT240/p 1T, BNEEZ D 308 —RIC
450/ p IL TR IEEF#HBAANTH AP, /JMETHHE—EN
T BT R VH R L RIARS00/ 1 18L E, F72135% L
Fiz®iin L7z b o2 FEEkEm GE) & 35880132

VN9

—7, Hardy b I3 GBS BRIICHEMT 2R ESL
Hypereosinophilic syndrome GELFEEEREINEREE) &
BESZ LR LY. RERHDOSGE T ZIRIELTER
ERIEINGE L BEER M B s & KB L, SREREMIBLFEEEK
HWIEMERE (F/-13E) & LTINS, 202
HAEIChusid b I & VB I N, KM M AFEEEREUC
B L TiX1500/u A ETH 5.

ZIRMEDORIFEREREIE OZRTERIL, A, /DR
EBHIBE SN TR, AT, FREOZEE
¥THD1500/p A EE AL, ZREDOSHEELTFER
BREINE & 5 AERIE—AREITIT AW ®, AFEEERIEE
AAE & KB UAFEERR 3 3 L TV DR R R T DITAF
EREkiEZ (OF) & L7

AHE B V3R R A B 0D 4 6 308 4 19 BR 8 INE e 2
LIXEAZRY, B, 49, KEHURFFRIGETUED &
EERL, BHT LAX— 2R TADICFBREKES
15,520/ u DSFELE LT b D & E X2 b=, ADBETIX
FAY MAFEEER B DEEMND % < DIEFTH LD D, D
BOIERFZ RO TAEF O L 5 ICIFREREE 2R T2
LidZpv. —F, FRERERIIE . ORBIZEHT S
B, LT LHADREDT LAAF—ERERI 2. K
JEBI TRO b D L O REFEBEREH L, ADTRDLN

1000003
; 1
'IOOOOE / e
o ] 3 //
I 10004
o ] "
2
2 1004 -
£ ]
g ]
K 10;
] 1: B (ABRR) 3: RWHE
1 7 2: A7 04 FAMk (RERE)
LENLIE B} L '||]lllll|'T'rl'rfT]'|Illll
60 65 70 75 80 85 90 95 100

IHIL-5:&% (pg/ml)
* Normal subjects: 42.8 +/- 9.5(SE, n = 4)
X2 ZBIRMEIL-5FM & REMIFEEER B DR



198 7 b PR R AT ERER R % OF% L 72 15U R 41

2R OISR &L ORRERETT 5720, HHEL
FRER OO R EIERFEER & 0Bb W B L ORZOEIZ SN
THENTZ M2 7=,
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A CASE STUDY OF AN INFANT WITH HYPEREOSINOPHILIA COMPLICATED
WITH FOOD-INDUCED ATOPIC DERMATITIS: ANALYSIS OF SERUM INTERLEUKIN - 5 LEVELS

Saeki, T., Noma, T., Miyata, Y., Kenmochi, M., Sugawara, Y., Ishikawa, Y., Matsuura, N
Department of Pediatrics, Kitasato University, School of Medicine

We described a case of an infant with hypereosinophilia complicated with food-induced atopic dermatitis.
Eosinophilia may be present in patients with atopic dermatitis, but hypereosinophilia has been rarely reported. The
patient presented with growth retardation, hypoproteinemia and mild liver dysfunction. A complete blood count
obtained on first examination showed an elevated absolute eosinophil count of 15,520 per cubic millimeter. The serum
IgE level was elevated. The serum levels of specific IgE to egg white, cow's milk and soybean were also elevated.
The initiation of therapy with oxatomide and mequitazine was not effective. After oral corticosteroid therapy, the
patient's condition improved and hypereosinophilia resolved. The serum levels of interleukin-5, but not IL-4 and
eotaxin, were elevated compared with healthy control and correlated with peripheral eosinophil count. However the
eosinophil count did not always reflect the clinical conditions and eosinophilic infiltration in the skin lesion did not
prominent. The combined results indicate that hypereosinophilia, which unlikely play a central role for clinical

manifestation in this patient, caused by the specially elevated serum levels of interleukin-5.



