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Analysis on the cause of eosinophilia in a neonatal intensive care unit
Jeoung Young Kim, M.D., Hyo Bin Im, M.D.*, Min Jung Sung, M.D., Sang Hee Son, M.D, and Son Sang Seo, M.D,

Department of Pediatrics, Good Moon—Hwa Hospital, Good Gang—An Hospatal*, Busan, Korea

Purpose : Although eosinophilia is a common laboratory finding in many neonatal intensive care units (ICUs), its causative
mechanisms remain obscure. We aimed to determine the causes of eosinophilia in the neonatal ICU environment.
Methods : Serial eosinophil counts were determined weekly for 288 hospitalized, appropriately grown neonates. Infants
were divided into four groups according to gestational age, and the incidence and etiologic factors of eosinophilia were
retrospectively studied.

Results : Absolute eosinophilia (>700/mm?) was documented in 18% (52/288) of neonates. Twenty-two infants (42.3%)
exhibited mild eosinophilia (700-999 cells/mm?), 27 (51.9%) exhibited moderate eosinophilia (1,000-2,999 cells/mm?), and
3 (5.8%) exhibited severe eosinophilia (>3,000 cells/mm?). Of the 288 infants studied, 54 suffered sepsis. Thirty of these
54 infants (55.6%) showed eosinophilia, and 22 out of the remaining 234 infants (9%) without sepsis showed eosino-
philia, indicating that eosinophilia was more prevalent in the sepsis group (P<0.05). All 5 infants suffering from broncho-
pulmonary dysplasia showed eosinophilia, and 47 out of the remaining 283 infants (16.7%) without bronchopulmonary
dysplasia showed eosinophilia. Thus, eosinophilia was more prevalent in the bronchopulmonary dysplasia group (P<0.05).
Furthermore, increased prevalence of eosinophilia was associated with respiratory distress syndrome, ventilator use, blood
transfusion, and total parenteral nutrition (P<0.05).

Condusion : Our results suggest that eosinophilia is influenced by sepsis and bronchopulmonary dysplasia, although it can
also occur idiopathically at birth. Moreover, the potential role of eosinophils in conditions such as wound healing and
fibrosis in sepsis or chronic lung disease may be a cause of eosinophilia. (Korean J Pediatr 2010;53:28-32)

Key Words : Eosinophilia, Neonate

FARET} )& WGl o8 Eutk SrbETE Y, s A
N B 3} gtk 49, Fo] glork AAellN FATFEE WA
o] Qe 29lo] FEE AEE otk olo] Ao} W% A%
Aot TASIES AAE T AR EHA HAE ARk Aol g g vgots) RiAfols iFo R AR, EAAT,
obx A AL A Fa Ak Aokl FATFE 4G, FYA Fol, AF ) WAL, £, P zle 717
& BurrellVo] 19520l & KL g o]F 1970 Xan- AU o, 713 A 713 Aot s EdT o R AW %‘*
thou” 7} B8l o] %% d‘ﬂ% st B ol 9l A Fof o Thsd o7 Aol i A4S ?%EBE AA
dek. Agelt BF ;EE HE WAL Aokn oAROY Sl viGellA] BATENEY AL PR B ATE
AT WAE dFsHA EOWE‘rZ) olF ojg] A7-E T3 AT A 33Tt
Z7ksh gtk 40, 9% B9 A2l 3 2FT S A
Received : 10 June 2009, Revised: 8 September 2009 thet 3 O
Accepted : 21 October 2009
Address for correspondence: Son Sang Seo, M.D. 2006 19RE 122 7]};] HAF 2o B3l W Ao} A=

Department of Pediatric, Good MoonHwa Hospital, 899-8, Beomil 2 Dong,
Dong-Gu, Busan, 601-830, Korea

Tel : 051-630-0714, Fax:+82.51-633-8552

E-mail : seoss901@hanmail.net

B2 AL

Lg]._x:_ tlol— 19_&

252 oﬂ sk Ao} F ALY FEAY APEE
288%s o= silek A7z 4=



=73k TS Ae7)zel el 315 mvk, 315 o) 34
F muk, 343 o)A 37F Wk, 375 o9 470 % Uit
Xanthou §%& FAMTS9] A4 F#S whatoli= A5 A 60A]
7 700/mm® ©]%F 1097+ 500/mmPol2kar dH3lar, wLot
= A% A 1FU7RS 500/mm® 0]F 30YU7H 7OO/mm3£
gt vlsobe] Hat SAHFIL wHAborel thEAl AJS 3
A7HA F7kete] ool st RS 27] 8l A% A 1 01
AR Ao w A 457 9 0.5 mm’E Hs}ol
(ADVIA 120®, SIMENS, Deerfield, IL, USA.) 3447}
700/mm® o]4o] 13] ol SAHHAIA A2 FATIES
A oJatylan, AlRslsle] Bl 25 (700-900/mm?), $5%5
(1,000-2,999/mm?), %% (>3,000/mm®) 2 & ok, 7}
oide] 718 ) A QT EET) AR, frel A, A AR,
A o 58, S8 AR, 8, BAEAE, 3D ol

& AR ) WIskE RARSESITE BAIA Bl SPSS version
12.0 Z2IE o] &g o, 7t ajlEo] Fs mxl 73
uA]2] e O o] SAETRSO] A sk oF
< o} =5 2Aleto] HlWSISIT HiL= t—test o AR S
AEA 0% BHEAT. P<0.05T BASH R Fo Aow
R

¢

A g ol 288 T 5289 ol sAFSIIEO] B
At 18%9] H“@E
%), F5%5 SATEL 27T (51.9%), % 252 34 (5.8
%) HASUTE. SAFTSIREO] B P A7]E whAtohe A
F A Foll 7P Wol WA 31 vlgolis AT 4FA ol 713
ol sl tH(Table 1). 24 Al 2AHS7Fes Bl A%
© 37F ol & 29o] $EEA L, 375 vk v|Gol=s &

A A Al BEEAE Akt T AATeS BT A

Analysis on the cause of eosinophilia in a neonatal intensive care unit

F4FAN AT BT v)Solir,
2. WEN7IZH X &Y Al HIE

SRS AEZ1REE] He 3673Y oI, ;*ﬁ%
7htE 335690l qlth A H s HAES B
A 315 vgk 2 73.7% (199 % 149), 315 o) 345 wjqt
T 27.9% (439 & 129), 345 oA 37F v|wk & 12.9%
(939 5 12%), 375 o)A & 10.5% (1339 F 149) vk
(Table 2). ZAFZ7HES] AE7]3Fe] Hto] SA4r st
i

FAA ] B EAAF0] 2.67 kgl wE SA
S7HEE 2,17 kgol Atk FAFESVIEY] H EAAAITO] A
TAATRT AT

w

>

2o SHUH ALS

W57 54 F 309 (55.6%) 0] BAHS/SS Bl 1)
HHZT 2347 T 22(9%) Ho] TATE715S B3t (Table
3). A o] AR FATSISS BF A5l AE
Sl BT AT Fee T 50l tH(Table 4).
PP HAYEo] T FolA TATEIEC] R S8
TH(P<0.05).

GAA AR 1989 F 507 (25.2%) ©] ARSI
A3 FAA vIAET 909 F 29 (0.2%) °] AT
A (Table 3). FAAA AREFell A AT B8 TALT-57
o] felatA EaskelthH(P<0.05).

(¢}

lo

X
X

m[o il

-

4. SMFASIIZUM HES2 LY

AL 315 wIRke] AR
W B Ag3o] ekl 315 o) 345 vwiwte] Akt
7hEelA 127 % 1078 (83.3%), 34 o] 37F viwke] w4
TS NN 127 F 47 (33.3%), 37F oV FAMFETHE

X 149 T 29 (14.3%) 9 HEF 2] #EHITH(Table
5). ZAFTSTRICA AEIzte] geas HET AgNEsL

AN AT S 14

Table 1. Comparison of the Time of Onset of Eosinophilia in Premature and Full-Term Infants

At birth (%) Ist week (%)

2nd week (%) 3rd week (%) 4th week (%)

8 (2D
9 (64.3)

7 (18.4)
3 (21.4)

Prematurity (n=38)
Full-term (n=14)

4 (10.5
0C O

6 (15.8) 13 (34.2)
2 (14.2) 0C 0

Table 2. Incidence of Eosinophilia According to Gestational Age

Gestational age (weeks) No. of total infants

No. of infants with eosinophilia

Incidence (%)

-30 19
31-33 43
34-36 93
37— 133
Total 288

14 73.7
12 27.9
12 12.9
14 10.5
52 18.0




JY Kim, HB Im, M]J Sung, et al.

Table 3. Comparison of Clinical Course and Different Variables in Infants with or without Eosinophilia

Different variables Infant without eosinophilia (n=236) Infant with eosinophilia (n=52) P value
Birth weight in kg (mean) 2.67 2.17
Infants with sepsis (n=32) 2 30 0.05
Infants without sepsis (n=256) 234 22
Infants who received antibiotics (n=198) 148 50 <0.05
Infants without antibiotics (n=90) 88 2
Preceding sepsis before eosinophilia 0 28
Infants with RDS and surfactant therapy (n=23) 7 16 <0.05
Infants without RDS (n=265) 229 36
Infants with BPD (n=5) 0 5 <0.05
Infants without BPD (n=283) 236 47
Infants with ventilator support (n=33) 7 26 <0.05
Infants without ventilator support (n=255) 229 26
Infants who receive transfusion (n=28) 7 21 <0.05
Infants without transfusion (n=260) 229 31
Infants who received parenteral nutrition (n=32) 9 23 <0.05
Infants without parenteral nutrition (n=256) 227 29
Infants with phototherapy (n=201) 158 43 >0.05
Infants without phototherapy (n=87) 78 9

Abbreviations : RDS, respiratory distress syndrome; BPD, bronchopulmonary dysplasia

Table 4. Comparison of Average Eosinophil Counts in Eosinophilic Infants with or without Sepsis

Infant who suffered sepsis

Infants without sepsis

Average eosinphil counts (number/mm?)

1,387.5

774.2

Table 5. Incidence of Sepsis in Eosinophilia Group; According to Gestational Age

Gestational age (weeks) No. of total infants in eosinophilia

No. Infants who suffered sepsis in eosinophilia Incidence (%)

=30 14 14 100.0
31-33 12 10 83.3
34-36 12 4 333
37— 14 2 14.3
Total 52 30 57.7
P<0.05
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