HIFGE 12 (4), 2023 225

@i #l
BRI 208 T SRS I S N7 AP IRERYE 2 S8 IMAS Sk A 3P AE 0D 1461

S I O 1< NS VA U S
Boe EEP URNTJHEENR S WP EHR

EER S1mEBEM WRETLIX—MERAESP, BEBEMHKEBR (ulcerative colitis : UC) ZREL, X1
<2 (mesalazine) ##¥E5EhAENPERL, L K=VO2 (prednisolone : PSL) EF7HFH 71>
(azathioprine) 5 THEL z. ZORERTE, WRE, RE, IFERIKES, MERIRE, BISEX
HEEERD, BREIMERTESHOIFEIKE & HICAFEO—FHPOMERFEHN TR &8O IFEER
ML RIMERMEAZSFELE (eosinophilic granulomatosis with polyangiitis : EGPA) &KL 7=. PSL% 40mg
THERIR U R, EGPADIERPEFZIEXEL . UCLEGPADEHIIZEHH THTH S H, XHME
LhY, FEPVETH .
F—7—F ! IFEREM S ROE R EASFERE, miFPEkMlREnGg, mirhflilRgEndmEnsEX,

BEEMERER, REMRERE

Eosinophilic granulomatosis with polyangiitis (EGPA),

Antineutrophil cytoplasmic antibody (ANCA), ANCA-associated vasculitis (AAV),

Ulcerative colitis (UC), Inflammatory bowel disease (IBD)

1

JEMER PS8 (inflammatory bowel disease : IBD) (2
S F EF RIRESIA SN2 A, Pl ERA
YUK 1L 4% 4 [antineutrophil cytoplasmic antibody
(ANCA)-associated vasculitis : AAV] O&THIFHTH Y,
EEMERE %% (ulcerative colitis : UC) & GFFRERYES %6
14 25 M A 3 8 5E  (eosinophilic granulomatosis with
polyangiitis : EGPA) O &z & b THiTH 57,
F 41X UC &L EGPADO A PG 2 #EBR L 72D CTHE T 5.

E Bl

i

B 5Lk, S

EiR K, Wi, FEH

BEARIEE © W (38i%), 7L IVF—Phig (385%), UC
(497%).

HASG e IR

T 390-8510 JREFEAATIAE 2-5-1

A FHER R BENF IR 2R N R

D AR R

ClH B WORE

(E-mail: mnakanishi@nifty.com)

(Received 31 Oct 2022/ Accepted 23 Mar 2023)

RIEHE © Rtz L.

AETETE B L, SRR L.

PIRIE - €~ 7V A b (montelukast), 7 WVF 4>/
7Y F VERTATIV/FRIVET B — )V T <)V IR KA
¥ (fluticasone propionate/formoterol fumarate hydrate),
AT Y (mesalazine).

BUWIEE © 20XX - 134 E Bl & 7 LV F—H R K%
R TiRFEH, 20XX —24E8 T & R AE S BL L,
MOMETUC EZR SN XY T Y »4800mg & %5 &
NDYEREAL L, 20XX —14E9 A YR bis BT
3z WECT LA T o & BE ORI %2
(840/uL) % BD7=AHS, MREER O EALIL 2 < Kl
23N KENHEGEHREIC CTER2 5B T
BRI IR MR R AT 75 & 5, HEEEEHERRO %
Motz BT 2NN & AE D FERE R S
REmREE LR, WFEEIIROT, ERBAUC LS
Wrs 7z, FEREREEIZERD T, FERERIE RIG I3
HTdHo7z. 7L K=V (prednisolone : PSL) 30mg
ET7HFF 71~ (azathioprine : AZP) 50mgA3piE &
N, UCOFEIR, WEAiEtk, EakEiidiEdi L, PSLiLil
WSz, PSLIZ147 HIE, AZPII87HExL- s, %
nool, RXEFY X< 7 (vedolizumab) A%EN S
N7z, 2ok, WBFERCE, S, Wi TR oM,
WG, 17 Hkkid 25824 38C 2788, MFBHHM X HE



226 HEEE 12 (4), 2023
Table 1 Laboratory findings on admission
Complete blood count Biochemistry Serology
WBC 12910 /uL TP 78 ¢g/dL CRP 054mg/dL
Neu 455% Alb 35g/dL 1gG 1,669mg/dL
Lym 30.8% T-hil 1.0mg/dL IgA 172mg/dL
Mon 71% AST 23U/L IgM 86 mg/dL
Eos 16.0% ALT 28U/L 1gG4 625mg/dL
Bas 0.6 % LDH 160U/L IgE 276 U/mL
Hb 148 g/dL ALP 98U/L KL-6 147U/mL
Ht 45.7% Amy 35U/L SP-D 21.6ng/mL
CK 28U/L
Urinalysis BUN 8.2mg/dL Anti-nuclear antibody Negative
Protein (=) Cre 0.83mg/dL Anti-CCP antibody Negative
Blood (=) Na 138 mmol/L Anti-ARS antibody Negative
Glucose (=) K 4.1 mmol/L PR3-ANCA 7861U/mL
Ketone (=) Cl 104 mmol/L MPO-ANCA <1.0IU/mL
Glucose 106 mg/dL

Fig. 1
left lung.
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Fig. 2 Histopathological findings from transbronchial lung biopsy specimens. (A) Hematoxylin-eosin staining, x20. A
large number of eosinophils were observed in the alveolar spaces. (B) Hematoxylin-eosin staining, X 20. The collections
of macrophages including multinucleated giant cells in the alveolar spaces (black arrows) showed the possibility of the
presence of extravascular granulomas. (C) Elastica-van Gieson staining, X 20. The occlusion of the vascular lumen (white
arrows) and the rupture of the elastic fiber (black arrows) in the peripheral pulmonary artery indicated vasculitis.
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Abstract

A case of eosinophilic granulomatosis with polyangiitis
diagnosed during the treatment of ulcerative colitis

Akane Narita?® Munetake Takada? Yutaka Matsuzaki®,
Hitomi Fujimoto®, Kouji Azuhata® and Masanori Nakanishi?
4Department of Respiratory Medicine, Aizawa Hospital
bDepartment of Gastroenterology, Aizawa Hospital
¢Department of Pathology, Aizawa Hospital

The case is a 51-year-old man whose bronchial asthma and allergic rhinitis had been treated for more than
ten years and whose ulcerative colitis (UC) had been treated with mesalazine for one year. His UC deteriorated
and his symptoms were improved by the administration of prednisolone (PSL) and azathioprine (AZP). After the
cessation of PSL and AZP, he presented with wheezing, fever, eosinophilia, sinusitis, and multiple infiltrates on
his chest computed tomography. Histopathological findings from the transbronchial lung biopsy specimens showed
a large number of eosinophils in the alveolar spaces. The collections of macrophages included multinucleated giant
cells indicating the presence of granulomas, and occlusion of the vascular lumen and rupture of the elastic fiber
in the peripheral pulmonary artery demonstrated vasculitis. He was diagnosed with eosinophilic granulomatosis
with polyangiitis (EGPA). PSL 40 mg was administered and resulted in prompt improvement, and his symptoms
and the infiltrates on computed tomography disappeared in one month. After that PSL was tapered to 10mg and,
up until the time of writing, there has been no deterioration in EGPA or UC symptoms. Although reports of
EGPA associated with UC are rare, it is important to be alert for complications while these diseases are treated.





