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LV — ST T AV AGE, UFEEERIES %1
BIMEWIENERE (eosinophilic granulomatosis with poly-
angiitis : EGPA) 7 & OIFEEERMEMIR AL B ZN TH
D, CEPL#hisnsz. PSL30mg (05mg/kg) 5T
JEAR - SEAT L - WRIT R L STIL, Zo%K9 R
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RICHUREE, 25BRErdh), YHzzs L.

WEAERE @ 58k A RePAETEE T A, 6358 AREBMUS
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KIGHE Rz L.
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BUBIED D, WSEIZCEE TSN R, AMIEEEL L,
L EUNOFBEAMAZL, 1 V=TT F (so-
niazid : INH) TH#HBZBOMESH Y, EWT LV F—72
L, 7hE—MERERL, JEXMERL, 7TLIV¥—
H&sdh .

AR BUE © 5K 161.8cm, fAE482kg, A 37.5TC,
M 100/59mmHg, WRHA170 18 /55, SpO296% (FEPIAL).
WP T E R L 22, MR IS AR L, 2R
WCHISREER L, OS2 R L.

AR RT L (Table 1) @ WBC 6,220/uL, 4Rk
0 10.6% & iFERER /W O L7238 - 72. CRP 4.19mg/dL
ESIEPURTLHED B > 72, IEFFRYIgE 2311U/mL & |
AL TW72h, PEIERLRD-Z7 IV h v o LRI %L,
PUF BRI I o)V F 2 ¥ —BHuk, bilfrhEk
M 7 a7 A4 F—¥3PRiEE2Z -7z EELRPS



166 H I

11 (3), 2022

Table 1 Laboratory findings on admission at our hospital
Hematology Biochemistry Pleural effusion
WBC 6,220 /uL Na 139.8 mmol/L Color yellow
Neut 53.3% K 3.8 mmol/L Specific gravity 1.033
Lym 28.1% Cl 104 mmol/L pH 75
Eos 10.6 % BUN 155mg/dL TP 49g/dL
RBC 341 x10%/uL Cr 1.05mg/dL LDH 794U/L
Hb 10.7 g/dL TP 6.3g/dL Glu 94mg/dL
Ht 30.8% Alb 32g/dL CEA 1.1ng/mL
Plt 35.0x10*/ul T-bil 04mg/dL ADA 441U0/L
AST 24U/L Seg 16 %
Immunoserology ALT 16U/L Lym 48 %
CRP 419mg/dL ALP 164U/L Eos 36%
IgE (non-specific) 2311U/mL v-GTP 16 U/L Macrophage 28%
MAST36 class 0-1 LDH 194U/L Bacteria not cultivated
ANA <40 CK 131U/L Acid-fast bacilli negative
MPO-ANCA <10U/mL BNP 764 pg/mL Cytology class I
PR3-ANCA <10U/mL CEA 1.3ng/mL
B-D-glucan 55pg/mL CYFRA 41ng/mL
QFT (4G) negative ProGRP  35.6pg/mL
Anti-parasitic antibody negative

Eosinophilia (10.6%) and elevated C-reactive protein levels (4.19mg/dL) were observed. Serum level of non-
specific IgE increased to 231 1U/mL. Myeloperoxidase anti-neutrophil cytoplasmic antibodies and proteinase-3
anti-neutrophil cytoplasmic antibodies were negative. Thoracentesis revealed the effusion to be exudative with

eosinocytes (36%) predominant.

EmPuRiEEmTH Y, MASTO T LV EHh v V%
174 (79 A1) #BETRCTTIA0E ST KIEE
WEEcHh 0, GFERERD M 36% & iF BRI 72572, 77
IV TFTIF—X441U0/L EFEN R ERIEIRL, %
MER AR W 2 L, PURREREEN, WML class
17257

SR L« BRI I O M3 AL X BB E (Fig. 1A)
Tl k- AR B o 72, WERCT (Fig.
1B) T %% - 3@, KEMIZS R T RERR
HRDH -7z, HEbE) v XHOMERRL.OIER, MKz
Modz. YURRIZREO MM X5 HE (Fig. 2A) Tl
ISP IS B RS T o 7228, HIKA D - 72 FER
CT (Fig.2B) THi¥fIZH B iGEEREEIE %05 7225,
GRS B o 7=, HEbE) //\'E"ﬁ@ﬂ%j(’@bi‘fﬁﬂitﬁro
7. H’E%CT“G‘%?ET"%%IE ol RISEECTT
o AE0 i T VR B R & RSB IE A3 B - 7.

AB ?ﬁﬁﬁ%b’ﬁfxﬂ 37TCHDFE,  MIEHAS T RIE SIS
b, WFERERGE LA H ), K EER CUFRREREEN D
BHMERAKD D o722 & 25, MK THESE L iRk
LIEL E Z 7. MEMERFEROWHEED KBETET, A
WX Z 5 7 ¥ YY) ¥ (sulbactam/ampicillin :
SBT/ABPC) 9g/H % 4 HR#25- L7225 % <, 3
kLTPSLBOmg (05mg/kg) WIRZEBKG L7z, e

ZfEEC L CCRPART, SFERERWICLE DA BTz 7280
PSLix1 » HTI15mgZ Tl L CTHED LW & ZHERE

THBEE L7z WKIZH20 HTlHE L. Zokilk
T10mg ¥ TiER, FROWEMEIEHWI E2510mg
T2 AR L0 1322 <, S5l ETT - 7.
PSLIEA## 4+ HTomglZFE Y, WO LRI R
HWLTW5S, PSLOFEFLIRMTHY, HBHEiZ5mg
THEFET 8L L7z, Zeds, HMERREEEHICHEAT L 720
Wb REMR A (Table 2) TPHIZEMEREE, HRPERE, L
RS 2 B 9 R 22 r o 72%, BFRRERIE RO E DFRAE
AR STz

z =

EPE & (3 i K A iF i BRI 3 A3 10% % 8 2 72 g K % F
L, BHMHRAKD92~126%2 1529, BHiED EPED
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Wik AMEE 72 E DB BN B S, BEFETEAT25 % REE & %
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E) TOHRE ISRV, FIERT O MITEEN T
»Y, CEPIZx % PSLHIERE L W #l 5, Kk T
38 L7 BRER IS S0 & % 2 b7z,

CEPDIFERIZI0 T AH 720 023 N EFTH DY, Wk
TRV PR B D 0~27% & G X hTwbY. CEP
THIKZED DIZ10%BFEFEICT E WD, CEP DOFEIE%R
13564%, 2L EOFFEIE28.6% & EHETHAY. CEP
R EImE EBEDH D, 28~53%IZEPEH D &
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Fig. 1 Image findings on admission at the previous hospital. (A) A chest radiograph showed consolidations in both lungs,
predominantly in the upper and middle lung fields. (B) Chest CT showed multiple dense consolidations, predominantly
in both peripheral upper and middle lobe. Swelling of lymph nodes, cardiomegaly, or pleural effusion were not evident.

Fig. 2 Image findings on admission at our hospital. (A) A chest radiograph and (B) chest CT showed no active opacities in
either lung, but right pleural effusion appeared. Swelling of lymph nodes or cardiomegaly were not evident.

CEPOIED A 7%, REIMOWAZX T4 FEAIED
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IR ERIE INRE I DR S N E 7 5.
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E L 750, 5 OAERIE 30~40 At & B EICE
72, PSL#GHIR 2SR & 2 2 fetEAse <, PSL
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Table 2 Pulmonary function tests and fractional exhaled
nitric oxide during remission period

Measured value % predicted value

FEVi 222L 99.6 %
FEV/FVC 76.8%

vC 2.82L 884 %
FvC 289L 90.6 %
FRC 2851 76.0%
TLC 4451 86.4%
RV 1.80L 111.1%
RV/TLC 40.5% 103.3%
DLco 17.3mL/min/mmHg 123.6%
DLco/VA 3.81 mL/min/mmHg/L 86.6 %
FeNO 129 ppb

Pulmonary function tests and a fractional exhaled nitric oxide
(FeNO) test were conducted during remission due to steroid
therapy. Obstructive lung disease, restrictive lung disease or
diffusion disturbance were not evident. High levels of FeNO in-
dicated sustained eosinophilic airway inflammation.

WKL HEEFROERPERI RS, £72, CEP T
Wk REAR A CRAZEME R EATRIIMIRAF 35 2 L7 2 FeNO
BEAT LI EWHARENTVD, REFITIATEA F
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RIEDFRAF VIR S I NT2720, HERILORRE % L 2%
W) AR RER A 2 F O/ EE L 7+ O —T v T
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EPEORKNE LT, MHRERDY) 7 v — b EELEIZOE
7% CC chemokine ligand (CCL) family*° interleukin (IL)-
5, granulocyte macrophage colony-stimulating factor
(GM-CSF) (Zmxz., MRKMWIZHFERERASATS 5720121
MAENEANEE OME/ERAPLETH Y, TOREIvas-
cular cell adhesion molecule -1 (VCAM-1) OFsH AV
EEZHLNTWEY, —FT, EPIZBIT 554l
R OFENT T CCL family R IL-5, JRE A 74 T —% —®
EAARENTREY, GEINMETH ZEIZB VT
FRIZTh2 U & LTIL4 - 5 - 13, CCL family, VCAM-1
EDNMG L Twb 72, EPE & EP, A& MR
FRERVE SS9 &\ 9 jUCTHE T 2 5% . Rk
70— MESRIE, M, WK&A% 2 BN
HTHY, REBO XD IR TOHEED 2 EOERD
WEEEZ ST

FRLHERZ R T S L, BILSHED AR X< 7
(mepolizumab), PLILSZFHEKaibifko x>y 1) X<
7 (benralizumab) ZCEPICH AR TH DL EZ HN,
FEBAERHRE SR TV EYE 2 s ofifkdkic
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Abstract

A case of eosinophilia presenting with ipsilateral eosinophilic pleural
effusion after recovery from chronic eosinophilic pneumonia

Kazumasa Akagi®? *, Kiyoyasu Fukushima®, Ritsuko Miyashita®,
Akira KondoP, Shintaro Yoshida® and Hiroshi Mukae ¢
4Department of Molecular and Genomic Biomedicine,
Nagasaki University Graduate School of Biomedical Sciences
bDepartment of Respiratory Medicine, Japanese Red Cross Nagasaki Genbaku Isahaya Hospital
¢Department of Radiology, Japanese Red Cross Nagasaki Genbaku Isahaya Hospital
dDepartment of Respiratory Medicine, Nagasaki University Hospital
* Present address: Division of Molecular Pharmacology, National Cancer Center Research Institute

A 69-year-old man presented with fever and fatigue lasting for two weeks. Chest CT revealed multiple con-
solidations in both lungs. Bronchoalveolar fluid contained 47.6% eosinocytes and he was diagnosed with chronic
eosinophilic pneumonia. Prednisolone 0.5mg/kg was administered and brought resolution. Prednisolone was ta-
pered and discontinued after nine months; however, the symptoms relapsed one month after discontinuation.
Chest CT revealed no active opacities in either lung field but right pleural effusion recurred. The effusion was ex-
udative and dominated by eosinocytes (36%) and he was diagnosed with a relapse of chronic eosinophilic pneu-
monia. Prednisolone 0.5mg/kg was re-administered and resulted in prompt improvement, and the effusion disap-
peared in 20days. The presentation of eosinophilia with ipsilateral eosinophilic pleural effusion after recovery
from chronic eosinophilic pneumonia is considered to be rare.



