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Eosinophilic granulomatosis with polyangiitis presenting as an
endobronchial nodule and atelectasis: A case report

Wan Ho Yoo, Won Jin Lee, Eun-Jung Jo, Hye-Kyung Park

Department of Internal Medicine, Pusan National University School of Medicine, Busan, Korea

Eosinophilic granulomatosis with polyangiitis (EGPA) is a rare, multisystemic, small-to-medium vessel vasculitis characterized by
asthma, blood and tissue eosinophilia. Pulmonary manifestations in EGPA are variable; however, endobronchial lesions without pa-
renchymal involvement are rare. Herein, we describe a case of EGPA presenting as atelectasis and endobronchial nodule, which was
confirmed by bronchoscopic biopsy. A 43-year-old woman with a history of asthma presented with fever, cough, and sputum. Chest
computed tomography scan revealed an endobronchial nodule and total atelectasis in the right middle lobe. Bronchoscopy revealed
a whitish nodular lesion blocking the right middle lobe bronchus at the origin of the right middle lobe bronchus. A bronchial muco-
sal biopsy specimen revealed chronic inflammation with eosinophilic angiitis and luminal eosinophilic abscess admixed with mu-
cus. Clinical presentation and pathological results of bronchoscopic biopsy were consistent with EGPA. All symptoms and chest ra-
diographic findings improved after initiating glucocorticoids. (Allergy Asthma Respir Dis 2024;12:160-164)
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Fig. 1. (A) Initial chest radiograph shows homogeneous increased opacity (arrows) in the right mid to lower lung zone. This lesion has a positive silhouette sign (arrow-
heads) with the right cardiac border, suggesting consolidation or atelectasis in right middle lobe. Lung (B) and mediastinal (C) window images of the initial contrast-
enhanced chest computed tomography (CT) scan demonstrate right middle lobe atelectasis (arrowheads) with an endobronchial nodule (arrow in C) at the origin of
right middle lobe bronchus. (D, E) Follow-up chest radiograph (D) and lung window image of chest CT scan after 8 weeks of treatment with glucocorticoids show the
resolution of the right middle atelectasis, with the disappearance of the endobronchial nodule. Faint ground glass opacity (arrows in E) is noted in the peripheral por-
tion of right middle lobe, which is a remnant lesion of previous obstructive pneumonia.

W1 glom] F4g ofslee o & 3l
HI271 ks gk el 19 A 27 gk g =2 Q1
Sl Wske] Aldigt 7hs whe XA £ Histofe] 3
o] B, T Akt oA 51 T 2 71|
W Zdo] THatE|o] 271HARl HAKRE A &E fle] 2 o= Y]
ek

SRR A A0S R 1M 1 9% RO S
A X Y A 28 Fole,

s 50| e gl

APSIel: B R

AZ 27 7] 159.7 cm, A% 58 kg &2 & AT = HY 116/
72 mmHg, W} 4= 5} 823, 55 4= £ 203], A 36.4°C, Al
22323 95%S1 0L 041 RISk 2 WY Al S E ©
3t SARS 12131 modified Medical Research Council grade 1 %
o] Bgel 7 AYS 545 71 AN BES
Sick B 713 A ol e Bl

AR} 278 QoAb T 87507 UL, FAFT-= 12977/
WLE A 8137 % 15% 5 X213 ich 01 A4 12.8 mg/dL,
AForeEd 0.79 mg/dLo. = A&7 1= AAL C-HF2-A] Thal 0.04
mg/dL, ABTAAEE 43 mm/he HEF AL E T 7ol
9191k, 2BAARS AAFoI Ik S WAL AVIONA o2 A
oF50] 4% 27| BAEUE 7+ T XHoIA 93 wstof
of 3 6:0] THATICLTI(Fig, 14), EUolA] AX|EH F4 A4k}
5 HG N 92 0] 71 W ARE FUE 5715 4o
9194cHFig. 1B and C). 19 5 At 7|2 A1
%9 718 7105l 78S s L Qs BEa AR e

Fig. 2. Bronchoscopy reveals whitish nodular mucosal lesion completely block-
ing the right middle lobe bronchus at the origin of right middle lobe bronchus.
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Fig. 3. The histopathology of bronchial mucosal biopsy. (A) The specimen shows eosinophilic infiltration around bronchial vessel (arrows) (hematoxylin and eosin
[H&E], x 100). (B) Vascular wall destruction (arrows) with leukocytes and interspersed eosinophils is seen. The vascular lumen is filled with large amount of erythro-
cytes and eosinophils (**) (H&E, x400). (C) Eosinophilic abscess composed of fibrinoid exudates and eosinophils is seen (H&E, x400).
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